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THE CONTROL OF COMMUNICABLE DISEASES
Report of a Committee of the American Public Health Association

In October 1916 a committee of the Health Officers’ Section of the
American Public Health Association was appointed to prepare stand-
ard regulations for the administrative control of the communicable
diseases for which notification is usually required by State and
municipal health authorities throughout the United States. The
re;lmrt of this committee was published in Public Health Reports,
volume 32, no. 41, October 12, 1917.

This report was revised during 1926 by the successor of the original
committee, to reconcile it with advances in the medical sciences in
the previous 10 years. The revised report, approved bg the American
Public Health Association on October 14, 1926, and officially ap-
proved by the United States Public Health Service, was published in
the Public Health Reports, volume 41, no. 51, December 17, 1926.

The general form of presentation and much of the matter of the
1926 revision was used in the Report of the Committee on Com-
municable Disease Control of the White House Conference, published
in 1931.

The present revision, necessitated by increase in medical knowledge
and experience, has been made by the Subcommittee on Com-
municable Disease Control, of the Committee on Research and
Standards of the American Public Health Association, and it has
been officially approved by the United States Public Health Service.

The terms are first defined.” Each disease is briefly described
with regard to its clinical and laboratory recognition, the etiological
agent, the source of infection, the mode of transmission, the incuba-
tion period, the period of communicability, ’susceptibiﬁty and im-
munity, and prevalence. .

Following this are offered methods of control—first, those affecting
the individual, contacts, and immediate environment, and second,
general and specific measures bearing upon the control or prevention
of the disease in question. '

Inasmuch as the laws under which various boards and departments
of health operate require  differences in the legal phraseology of rules
regulations, or sections of sanitary codes deﬁing with the control of
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communicable diseases, the committee has refrained from preparing
formal regulations under each disease. As the report is at present
submitted, any health officer, board of health, or legislative body
having the é)ower to make rules or regulations, or to enact sections of
sanitary codes deal.in§ with the control of communicable diseases can,
by reference to the description of the disease and recommendations
for methods of control herewith groposed, prepare the necessa.lz text
upon which the educational and administrative acts of the health
officer will be based.

The present committee is indebted, as its predecessors have been,
for expert opinion and critical comment upon its provisional text, to
many physicians and others, both within and without the Association
and acknowledgment of their contributions to the accuracy and
complete:lness of the report in its present form is herewith gratefully
expressed.

Haven Emerson, M. D., Chairman; Leon Banov, M. D.,

J. A. Doull, M. D.; A. R. Foley, M. D.; Donald T.

Fraser, M. B.; John E. Gordon, M. D. ; J P Leake,

M. D.; Alton S. Pope, M. D.; Stanley W. Sayer,

M. D.; Adolph Weinzirl, M. D.; C.-E. A. Winsiow,

Dr. P. ﬁ.; Subcommittee on Control of Communicable

Diseases of the Commiittee on Research and Standards
of the American Public Health Association.

Lists of Diseases
A
of communical for w
List ble diseases M%hMMMhMMnldﬂudm
Actinomycosis. Pneumonia, acute lobar.
Ancylostomiasis (hookworm disease). Poliomyelitis.
Ant| . . Psittacosis.
Chicken pox (varicella). . Puerperal infection (puerperal septi-
Cholera. cemia).
Conjunctivitis, acute infectious. Rabies. .
Dengue. . Rocky Mountain spotted (or tick)fever.
Diphtheria. Scarlet fever (scarlatina).
Dysentery, amebic (amebiasis). Septic sore throat (streptococcus throat
-Dysentery, bacillary. nfection).
Encephalitis, infectious, lethargic and | Smallpox (variola).
nonlethargie. gy hilis.
avus. e%amis.
German measles (rubella). Trachoma.
“Glanders (farcy). Trichinosis.
Gonorrhea. Tuberculosis, pulmonary.
Influenza. Tuberculosis, other than pulmonary.
Leprosy. Tularaemia.
‘ Malaria. Typhoid fever.
Measles (rubeols). Typhus fever.
Meningococcus meningitis. Undulant fever (brucellosis).
Mumps (parotitis). : ' Whooping cough.
Paratyphoid fever. Yellow fever.
e, bubonie, septicemic, pneu-
monie.
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Supplementary Lists
B

Communicable diseases or infestations oocurring in the States Insular Possessions,
notification to the health .Meuo% every‘:‘}nu required but for which
Ascariasis. Pediculosis.
Common cold. Rat-bite fever (sodoku).
Coccidioidal granuloma. Relapsing fever.
Filariasis. Ringworm.
Ictero-hemorrhagic jaundice (Weil's | Scabies.
disease). . Schistosomiasis.
Impetigo contagiosa. Vincent’s infection (angina, stomatitis).
Lymphogranuloma venereum (inguin- | Yaws.
ale) and climatic bubo.!

C

Diseases of concern to health officers because of their group or epidemic occurrence and the bility
of their prevention, and for these reasons often included unoa!‘ those notifiable to the authority,

but not to be considered communicable in the usual sense of

Botulism. Pellagra.
Food infections and poisonings.

The committee adopted the following definitions of terms:

1. Carrier—A person who, without symptoms of a communicable disease,
harbors and disseminates the specific micro-organisms. As distinct from a
carrier, the term “‘infected person” is used to mean a person in whose tissues
the etiological agent of a communicable disease is lodged and produces

symptoms.

2. Cleaning.—This term signifies the removal by scrubbing and washing, as
with hot water, soap, and washing soda, of organic matter on which and in which
bacteria may find favorable conditions for prolonging life and virulence; also
the removal by the same means of bacteria adherent to surfaces.

3. Contact.—A “contact” is any person or animal known to have been suffi-
ciently near an infected person or animal to have been presumably exposed to
tra::f.?;l of infectious material directly, or by articles freshly soiled with such
ma .

4. Delousing.—By delousing is meant the process by which a person and his
personal apparel are treated so that neither the adults nor the eggs of Pediculus
corporis or Pediculus capitis survive.

5. Disinfection.—By this is meant the destroying of the vitality of pathogenic
micro-organisms b‘y chemical or physical means.

When the word “concurrent” is used as qualifying disinfection, it indicates the
application of disinfection immediately after the discharge of infectious material
from the body of an infected person, or after the soiling of articles with such
infectious discharges, all personal contacts with such discharges or articles being
prevented prior to their disinfection.

When the word “terminal” is used as qualifying disinfection, it indicates the
process of rendering the personal clothing and immediate physical environment
of the patient free from the possibility of conveying the infection to others, at
the time when the Eatient is no longer a source of infection.

6. Disinfesting.—By disinfesting is meant any process, such as the use of
dry or moist heat, gaseous agents, poisoned food, trapping, etc., by which insects
and animals known to be capable of conveying or transmitting infection may be

destrolgded.
7. Education in personal cleanliness.—This phrase is intended to include all
the various means available to impress upon all members of the community,
young and old, and especially when communicable disease is prevalent or during
epidemics, by spoken and printed word, and by illustration and suggestion,
e necessity of:
gl) Keeping the body clean by sufficiently frequent soap and water baths.
2) Washing hands in soap and water after voiding bowels or bladder and

always before eating.
1 This title does not include granuloma venereum (inguinale), which is a different clinical condition.
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(3) Keeping hands and unclean articles, or srticles which have been used for
toilet purposes by others, away from mouth, nose, eyes, ears, and genitalia.

(4) Avoiding the use of common or unclean eating, drinking, or toilet articles
o{canykind,suchastoweh,handkerchiets,hairbrushes,dﬁnkapa,pipeq

(5) Avoiding close exposure of persons to spray from the nose and mouth,
as in coughing, sneezing, laughing, or talking.

8. Fumigation.—By fumigation is meant a process by which the destruction
of insects, as mosquitoes and body lice, and animals, as rate, is accomplished
by the employment of gaseous agents.

9. Isolation.2—By isolation is meant the separating of persons suffering from
a communicable disease, or carriers of the infecting micro-organism, from other

ns, in such places and under such conditions as will prevent the direct or
direct conveyance of the infectious agent to susceptible persons. -

10. Quarantine.3—By quarantine is meant the limitation of freedom of move-
ment of persons or animals who have been exposed to communicable disease for
a period of time equal to the longest usual incubation period of the disease to
which they have been exposed. :

1t is still considered necessary to require strict isolation of the patient for the
period of communicability, and quarantine or immunization of contacts in
certain diseases, notably smallpox. However, in some other diseases, such as
poliomyelitis and encephalitis, isolation of the patient has but little apparent
effect in limiting the spread of the disease, and the period of communicability
is not known with reasonable accuracy in any given case.

Case-to-case infection is relatively infrequent in these latter two diseases;
and yet the patient must be regarded as a potential source of infection and
nuita.gle precautions must be taken, even if these barriers to transmission of the
disease are but partially effective. Uncertainty as to the exact duration of the
period of communicability does not justify neglect of reasonable isolation meas~
ures byt rather adds to our obligation to educate patients, the family, and the
attending physician in the advantages to be had from separating the sick from ths
well, and in taking precautionary measures voluntarily when the presence of a
communieable disease is suspected and before a diagnosis is established, after the
official period of isolation is past, and generally during the epidemic prevalence of
such diseases in the community.

. The five specific objectives of personal cleanliness as defined above (7), if
conscientiously attempted, will materially aid in reducing the amount and
frequency of infection. . . .

Isolation of a communicable disease from visitors is often of benefit to the

tient as well as a proteetion to others; quiet, freedom from the excitement and
gﬁcue of visits, and oomglet_e.rest sre important factors in the medjcal and
nursing management of such patients and direetly contribute to recovery. .

11, %mwu‘on.—By renovation is meant, in addition to cleansing, such treat-
ment of the walls, floors, and ceilings of rooms or houses as may be necessary to
place the premises in & satisfactory sanitary condition.

12. Re)ﬁrt of a dissase.—By report of a disease is meant the notification to the
Health Department and, in the case of communicable diseage in animals, slso
to the respective Department of Agriculture which has immediate jurisdictio
that a case of communicable disease exists or is suspected of existing in 8 speeiﬁ:i
person or animal at & ;iven address. :

13. Susceptible.—A ‘‘susceptible’’ is a person or animal who is not known to
have become immune to the particular disease in question by natural or artificial

rocess.

14. -Virus, filterable.—The term ‘‘filterable virus” as ing the etiologieal
agent of certain diseases is used in the sense of a causal agent differentiated from
other kinds of infectious agents such as bacteria, protpzoa, ete, Many of these
filterable viruses can be grown in vitro in the presence of living susceptible cells,
and such cultures will produce regularly typical diseases in animals and in man.
The term “filterable virus’’ has a significance comparable to that of bacterium,
gpirochete, or protozoon. The term "filterable virus” is as definite a description
of an etiological agent as is the statement that the typhoid bacillus causes typhoid
fever. Theidea conveyed by the statement that a rable virus is the etiological

s iew of the yarious amnbiguous and ineccurate uses to which the words *‘isolation” and ‘‘quarantine”
aref:%g infrequently put, it has seemied best to adopt arbitrarily the word * isolation *’ as deseribing
limitation put u] the movements of the known sick or ‘‘carrier” individual or animal, and the w:
“quarantine” as describing the limitations put upon exposed or “contact” individuals. - - - --
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agent is that the cause of this disease is known, even though present knowledge
does not permit further preelsion in distinguishing among filterable viruses except
by reference to the name of the disease produced by each.

The items considered necessary for presentation by the committee
with regard to each disease are the following:

Recognition of the disease; clinical criteria; laboratory verification.
. Etiological agent.
Source of infection.
Mode of transmission.
. Incubation period.
Period of communicability.
Susceptibility and immunity.
. Prevalence.
. Methods of control:
A. The infected individual, contacts, and environment.
. Recognition of the disease and reporting.
. Isolation.
. Concurrent disinfection.
. Terminal disinfection.
. Quarantine.
. Immunization.
. Investigation of source of infection.
B. General measures.
C. Epidemic measures (occasionally requiring separate mention).

Therapy, whether nonspecific or specific, is not considered to come
within the scope of administrative control of communicable diseases,
except in a few instances in which there is obligation or authority to
provide materials and services for the treatment of infected individuals
with the object of abbreviating the duration of the communicable
stage of the disease. Wherever specific therapeutic products are best,
or only, available through the facilities or funds of the Department
of Health, the provision of these, as well as the provision of labora-
tory diagnostic aids, is a recognized function of the Department of
Health in the interest of early, accurate, and effective treatment of
infected persons. .

Numerous products used in the treatment of, or for the develop-
ment of immunity against, communicable disease are supplied by
many State and city health departments from their own laboratories
or by purchase from commercial sources, such as those used in dl%l;—
theria, smallpox, tetanus, rabies, meningococcus meningitis, syphilis,

neumonia of certain t , etc. Procedures of this type have not
in general been listed in the present draft, since we interpret our
topic as primarily the control of the spread of communicable diseases.

IMPORTANT MEASURES IN BOLD-FACED TYPE

Certain measures in the control of some diseases are of particular
importance, on account either of their efficiency in preventing the
disease or of the danger of its spread if they are neglected, and also
on account of their proved practicability. These are emphasized
in the text by being printed in bold-faced type.

Diseases in List A
Actinomycosis

ORS00

00N =

OO

1. Recognition of the disease.—A local or general, acute or chronic suppurative
process combined with growth of connective tissue, and characterized by
the presence in the lesions of vegetations or colonies of the specific micro-
i);gianism. identifiable by microscopic examination of discharges from the

ons.
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1 ent.— Acisnomyces bovis

. Source of infection.—The nasal and bowel discharges and the infected material

from lesions in human and animal cases of the disease. Uncooked meat
from infected animals may serve as a source of infection.

. Mode of transmission.—Principally by grains, grasses, and other cattle fodder,

and stable bedding contaminated by discharges from lesions of the
infecting abrasions or wounds of oral cavity or body surface. It is not prob-
able that the disease is transmitted from man to man. It may be trans-
mitted from animal to man, but only indirectly through infection of oral
or skin wounds by contaminated materials.

Incubation period.—Undetermined and variable. -

. Period of communicability.—As long as open lesions remain, as proved by the

presence of the infectious agent on microscopic or cultural tests.

7. Susceptibility and tmmunity.—Susceptibility in cattle and man is general

Acquired immunity does not follow occurrence of the disease in man, and
artificial immunity is not practicable. .

Prevalence.—Rare among humans. Most likely to be found among persons
sus;lalect:gl of having pulmonary tuberculosis and among persons occupied
with eattle.

9. Methods of control:

1.

2.
3.
4.

5.

A. The infected individual, contacts, and environment:
1. Recognition of the disease and reporting: Clinical symptoms, con-
. firmed by microscopic examination of discharges from the lesions.
2. Isolation: None, provided the patient is under adequate medical
supervision.
3. Concurrent disinfection: Of discharges from lesions and articles
soiled therewith.
4, Terminal disinfection: By thorough cleansing.
5. Quarantine: None.
6. Immunization: None.
7. Inve:ggation of source of infection: Should be sought in diseased
catile.
B. General measures:
1. Avoidance of the practice of chewing straws, grains, or grasses, and
observance of hygiene of oral cavity.
2. Inspection of meat, with condemnation of carcasses or infected
parts of carcasses of infected animals.
3. Destruction of known animal sources of infection.

Aneylostomiasis (Hookworm Disease)

Recognition of the disease.—Light degrees of infestation may produce no strik-
ing clinical symptoms, although some degree of secondary anemisa and slight
interference with bodily and mental development may be noted. A medium
degree of infestation shows marked anemia and, if before puberty, definite

hysical and mental retardation, and a dry dirty-yellow skin. Severe
estations may show petechine and atrophy of the skin, edema, general
or of dependent parts, extreme anemia, anxious, stupid expression, prominent
abdomen. The diagnosis is definitely established by finding ancylostoma
ova in the stools, by smear or flotation methods. : -

Etiological agent.—In the United States, Necator americanus, rarely Ancy-
lostoma duodenale. , . ) )

Source of infestation.—Feces of infested persons. Infestation generally takes

lace through the skin, occasionally by the mouth.
ode of transmission.—The larval forms pierce the skin, usually of the foot,
and, passing through the lymphatics to the vena cava and the right heart
thence in the blood stream to the lungs, they pierce the capillary walls an

ass into the alveoli. They then pass up the bronchi and trachea to the
fhroa , whence they are swallowed and finally lodge in the small intestine.
Also by drinking water containing larvae, by eéating soiled food, by hand to
mouth transmission of the eggs or larvae from objects soiled with infested
discharges. The chief reservoir of infectious material is contaminated soil.

Incubation period.—No incubation period occurs comparable to that observed
in bacterial and virus infections. Onset of symptoms varies widely in time,
according to the intensity of the infestation, from 2 to 3 weeks in massive
infestations (commonly 7 to 10 weeks), to many months or even years where
infestation or reinfestation is by small numbers of worms. The free living
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form may exist in the soil under favorable conditions for several weeks.
gggs l?ir: found in the stools in about 4 to 6 weeks after the larvae penetrate
e skin.

6. Period of communicability.—As long as the parasite or its ova are found in the
bowel discharges of an infested individual. Contaminated soil may remain
infective for 5 months in the absence of freezing. An individual can com-
municate the disease to others only by the indirect method of pollution of
the soil with his feces. As long as mature female worms are in the intestine,
eggs, if deposited in the feces in warm moist soil, become sources of infesta-
tion, especially where the soil is sandy.

7. Susceptibrlity and immunity—Susceptibility to infestation is universal,
although among adults, especially Negroes, infestations are likely to be less
heavy than among children and in the white races. Immunity does not
develop after infestation.

8. Prevalence.—Endemic widely throughout those climatic belts where frost does
not last more than 6 weeks in the year, and particularly where the soil is
sandy. In rural areas of the Southern States of the United States, particu-
larly among white children of school age; less commonly and less severely
among Negro children. Damp summer weather increases the prevalence of
infestation. During the past two decades there has been some decrease
in prevalence and severitiof the disease in continental United States. Prev-
alence is high in Puerto Rico.

9. Methods of conirol:

A. The infested individual, contacts, and environment:
1. Recognition of the disease and reporting: Microscopic examination

of bowel discharges.

2. Isolation: None.

3. Concurrent disinfestation: Sanitary disposal of bowel discharges to
prevent contamination of soil and water.

4. Terminal disinfestation: None.

5. Quarantine: None.

6. Immunization: None.

7. Investigation of source of infestation: Each case and carrier is a
potential or actual spreader of the disease and should be brought
under treatment and his family contacts examined.

8. Treatment: Appropriate treatment of infested persons with carbon

tetrachloride, oil of chenopodium, or tetra-chlor-ethylene, to rid
the intestinal canal of the parasite and its ova.

B. General measures:
1. Education as to dangers of soil pollution and methods of prevention.

2. Prevention of soil pollution by installation of sanitary dis-
posal system for human discharges, especially sanitary
privies in rural areas.

3. Personal prophylaxis by cleanliness and the wearing of shoes.

Anthrax

1. Recognition of the disease.—Two forms occur—external due to direct inocula-
tion through a cut or abrasion, and internal caused by ingestion or inhala-
tion of the bacilli or their spores. Following the initial papule and vesicle
at the external site of inoculation, an eschar develops and then hard edema-
tous swelling of deeper and adjacent tissues. Freedom from pain is usual.
Constitutional symptoms do not parallel the gravity of the lesions. Con-
ﬁrn}lla.tion by microscopic examination of the lesions and discharges for B.
anthracis.

2. Etiological agent.—Anthrax bacillus, Bacillus anthracis.

8. Source of infection.—Hair, hides, flesh, and feces of infected animals.

4. Mode of transmission.—Inoculation as by accidental wound or scratch, in-
halation of spores of the infectious agent, ingestion of insufficiently cooked
meat, and mechanically by flies and mos?uitoes.

5. Incubation period.—Within 7 days, usually less than 4.

6. Period of communicability.—During the febrile stage of the disease and until
lesions have ceased discharging. Infected hair and hides of infected animals
may communicate the disease many months after slaughter of the animal
ancf after drying of hide, fur, or hair, unless disinfected.
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7. Susceptibility and tmmunity.—Man is not as susceptible as the domestic
animals, especially the herbivora, but more so than the carnivora. Im-
munity may develop following an attack of the disease. Artificial active
immunity, widely used for domestic animals, is not appropriate for humans.

8. Prevalence.—Rare and sporadic in humans and associated only with the oc-
curence of the disease in cattle, or with handling hide and hair products
from infected cattle. In epidemic form in cattle in various foreign countries
from time to time.

9. Methods of control:

A. The infected individual, contacts, and environment:
1. Rec ition of the disease and reporting: Clinical and bacteriolog-

i

. Isolation of the infected individual until the lesions have healed.

. Concurrent disinfection of the discharges from lesions and articles
soiled therewith: Spores can be killed only by special measures
such as steam under E};‘essure or burning.

4. Terminal disinfection: orough cleaning.

5. Quarantine: None.

6. Immunization: None.

7. Investigation of source of infection: Search for the product of the
infected animal, and trace to origin for discovery of disease in
sporadic or epidemic form in domestic animals, where it will be
found in all but rare instances.

B. General measures: ,

Animals ill with disease presumably anthrax should be

isolated immediately in the care of a veterinary surgeon.

Animals proved to have the disease should be killed and

promptly destroyed, preferably by incineration.

2. Immunization of exposed animals under direction of Federal or
State Department of Agriculture.

3. Post-mortem examination should be made only by a veterinary
surgeon or in the presence of one.

4. Milk from an infected animal should not be used during the febrile

period.

~ 5. Control and disinfection of effluents and trade wastes and of areas
of land polluted by such effluents and wastes from factories or
premises, where spore-infected hides or other infected hide and
hair products are known to have been worked up into manu-
factured articles.

6. Every shipment of raw hides, hair, or bnstles from sources which
are not known to be free from anthrax infeection should be
examined by an expert bacteriologist.

7. A physician should be constantly employed by every company
handling raw hides, or such companies should operate under the
direct supervision of a medical representative of the health
department.

8. Every employee handling raw hides, hair, or bristles who has an
abrasion of the skin should immediately report to a physician.

9. Special instruction should be given to all employees handling raw
hides in regard to the necessity of personal cleanliness.

10. Tanneries and woolen mills should be provided with proper ven-
tilating apparatus so that dust is promptly removed before
reaching the respiratory tract of human beings.

11. Disinfection of hair, wool, and bristles of animals originating in
known infected centers before they are used or assorted.

12. The sale of hides from an animal infected with anthrax should be
prohibited. A violation of this regulation should be immedi-
ately reported to the appropriate State commissioner of agri-
culture by telegram, statlglghthe time, place, and purchaser to
whom the hide was sold e report should also be sent to the
person purchasing the hide. Carcasses should be disposed of

" under the supervision of the appropriate department of agri-
culture. The inspection and disinfection of imported hides are
under the supervision of the United States Bureau of Animal
Industry. In the event that infection is introduced, the State
agrlcultural authorities have jurisdiction over infected animals
and the local or State health authorities have jurisdiction over
infected persons.
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Chicken Pox

1. Recognition 3,! the disease.—Clinical picture is of an acute disease with a slight
fever, mild constitutional symptoms, and an eruption, maculopapular for a
few hours, often not observed, vesicular lasting 3 to 4 days leaving a granular
scab. Vesicles tend to be as abundant on the covered as on the exposed
parts of the body, and frequently appear in different stages on the same
region of the bodx. .

2. Etiological agent.—A specific filterable virus.

8. Source of infection.—The infectious agent is presumably present in the lesions
of the skin and of the mucous membranes; the latter, appearing early and
rupturing as soon as they appear, render the disease communicable early,
that is, before the exanthem is in evidence.

4. Mode of transmission.—Direetly from person to person; indirectly through
articles freshly soiled by discharges from an infected person.

8. Incubation period.—Two to three weeks.

8. Period of communicability.—Probably not more than 6 days after the appear-
ance of the first crop of vesicles, and certainly not more than 10 days.
Especially communicable in the early stages of the eruption. One of the
most readily communicable of diseases.

7. Susceptibility and immunity.—Susceptibility is practically universal among
those who have not previously had the disease. An attack confers per-
manent immunity, with rare exceptions. Passive temporary immunity
may be dconferred by the use of convalescent serum from those recently
recovered.

Prevalence.—Universal. Probably 90 percent of persons have had the disease
l‘gg the time they are 15 years of age. Not uncommon in early infancy.

inter and spring are seasons of greatest prevalence in North America.

9. Methods of control:

A. The infected individual, contacts and environment:

1. Recognition of the disease and reporting: The chief public health
importance of this disease is that cases thought to be chicken pox
in persons over 15 years of age, or at any age during an epidemic
of smallpox, are to be investigated to eliminate the possibility of
their being smallpox.

2. Isolation: Exclusion from school, and avoidance of contact with
nonimmune persons should be made effective.

8. Concurrent disinfection: Articles soiled by discharges from lesions.

4. Terminal disinfection: Thorough cleaning.

5. Quarantine: None.

6. Immunization: Passive immunization of susceptible children may
be of value in institutions when exposure is feared, or under
exceptional conditions in individual cases. .

7. Investigation of source of infection: Of no importance unless in

rsons over 15 years of age or when smallpox is suspected or is
ocally prevalent.
B. General measures: None.

®

Cholera

1. Recognition of the disease.—In a few mild cases, diarrhea may be the chief or
only symptom. In the typical case, rice-water stools, vomiting, and general
symptoms of dehydration occur with thirst, pain, and coma. The cholera
vibrios are found in the stools. .

2. Etiological agent.—Cholera vibrio, Vibrio comma. ’

8. Source of infection.—Bowel discharges and vomitus of infected persons, and
feces of convalescent or healthy carriers. Ten percent of contacts may be
found to be carriers. .

4. Mode of transmission.—By food and water polluted bty infectious agent; by
contact with infected persons, carriers, or articles freshly soiled by their
discharges; by flies. . .

5. Incubation .—One to five, usually three, days, occasionally longer if
the healthy carrier stage, before development of symptoms, is included.

8. Period of communicability—Usually 7 to 14 days or longer and until the
infectious organism is absent from the bowel discharges. A high degree of

eommunicability is usual.
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7. Suscertibility and immunity—Susceptibility is general, although natural
immunity appears to exist to a limited degree. Aecquired immun‘;i:l:jvn is
gnoertaip. Active artificial immunity for about 1 year may be obtained

y vaccines.

8. Prevalence.—Rare in North America. Appears in epidemic form frequently
in the Philippines. Does not occur sporadically, except as an isolated case
is discovered in the course of maritime quarantine enforcement.

9. Methods of control:

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms con-
firmed by bacteriological examination of stools.
2. Isolation of patient in hospital or screened room during com-
municable period.

. Concurrent disinfection: Prompt and thorough disinfection of
the stools and vomited matter. Articles used by and in connec-
tion with the patient must be disinfected. Food left by the
patient should be burned.

4. Terminal disinfection: The room in which a sick patient was isolated

__ should be thoroughly cleaned.

5. Quarantine: Contacts for 5 days from last exposure, or longer if
stools are found to contain the cholera vibrio.

6. Immunization: Prophylactic immunization of contacts is useful
and advisable.

7. Investigation of source of infection: Search for contaminated food
and water as’common origin of groups of cases, and for unre-

rted cases and for carriers.

B. General measures:

1. Rigid personal prophylaxis of attendants by scrupulous cleanli-
ness, disinfection of hands each time after handling patient
or touching articles contaminated by dejecta, the avoidance
of eating or drinking anything in the room of the patient, and
the prohibition of those attendant on the sick from entering
the kitchen.

2. The bacteriological examination of the stools of all contacts to
determine carriers. Isolation of carriers.

8. Water should be boiled, if used for drinking or toilet pur-
poses, or if used in washing dishes or food containers,
unless the water supply is adequately protected against
contamination or is so treated, as by chlorination, that the
cholera vibrio cannot survive in it.

4. Careful supervision of food and drink: Where cholera is
prevalent, - only cooked foods should be used. Food and
drink after cooking or boiling should be protected against
contamination, as by flies and human handling.

C. Epidemic measures: Inspection service for early detection and isolation
of cases; examination of persons exposed in infected centers for detec-
tion of carriers, with isolation or control of carriers; cleaning of rooms
occupied by the sick, and the detention, in suitable camps for 5 days, of
those desirous of leaving for another locality. Those so detained
should be examined for detection of carriers.

Conjunctivitis, Acute Infectious (Not Including Trachoma)
(This title toreplace the terms Gonorrheal ophthalmia, Ophthalmia neonatorum,
and Babies’ sore eyes.) .

1. Recognition of the disease.—Acute redness and swelling of the conjunctiva of
one eye or of both eyes, with muco-é)urulent and purulent discharge in which
the infecting micro-organism is identifiable by microscopic and cultural

[

me 3

2. Etiological agent.—The gonococcus or some member of a group of pyogenic
organisms, including the hemoglobinophilic bacilli.

3. Source of infection—Discharges from conjunctivae, or adnexa, or genital
mucous membranes of infected persons.

4. Mode of transmission.—Contact with an infected person or with articles freshly
soiled with discharges of such person.

5. Incubation period.—Irregular, but usually 36 to 48 hours.

6. Period of communicabaity.—buring the course of the disease and until the
discharges from the infected mucous membranes have ceased. Readily
communicable. .
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7. Susceptibility and immunity.—Suseeptibility is general, particularly in the new-
born. Acquired immunity does not follow an attack of the disease, and arti-
ficial immunity is not practicable. :

8. Prevalence.—Occurrence varies widely according to the observance or neglect
of prophylactic use of a solution of silver nitrate or equivalent preparation
in the eyes of the newborn by the attendant at the delivery. An infrequent
complication in the present-day care of the newborn.

9. Methods of control:

A. The infected individual, contacts, and environment: .

1. Recognition of the disease: Clinical symptoms, confirmed where
possible by bacteriological examination.

Isolation: None, provided the patient is under adequate medical

supervision.

Concurrent disinfection: Disinfection of conjunctival discharges

and articles soiled therewith:

Terminal disinfection: Thorough cleaning.

Quarantine: None. : '

. Immunization: None.

. Investigation of source of infection—among persons recently in

contact with the patient: The disease in the newborn is almost

always due to infection from the genital tract of the mother.

B. General measures:

1. Use of silver nitrate or some similar solution in the eyes of
the newborn; ante‘fartum treatment of mother if gon-
orrhea is suspected.

2. Enforcement of regulations forbidding the use of common towels
and toilet articles. Education as :gdpersonal cleanliness.

3. Carrying out of the measures indicated in methods of control for
gonorrhea.

Noowk @ N

Dengue

1. Recognition of the disease.—An acute febrile infection of sharp onset with two
paroxysms, of short duration. Intense headache, joint and muscle pains,
and irregular eruxtion are usual.

2. Etiological agent.—A specific filterable virus. .

8. Sourze of infection.—The blood of infected persons, during first 3 days of the

disease.

4. Mode of iransmission.—By the bite of infected mosquitoes, A¢des aegypts, from
11 days after biting a patient during the first 5 days of the disease, until the
death of the més%ito.

5. Incubation period.—Three to 10 days. ’

6. Period of cominunicability.—From the day before onset to the fifth day of the
disease. y of communicability depends on prevalence of infected
humans and abundance of Aédes aegypft mosquitoes.

7. Susceptibility and immunity.—Susceptibility apparently universal. Acquired

‘immunity may last a few months to a year. ter several attacks an almost
_ complete immunity is developed. . . . .

8. Prevalence.—Occurs only where the Aédes aegypti mosquito exists, mainly in
tropics and subtropics. When occurring in epidemic form in the United
States, begins usually in southernmost States, moving north until the range
of the vector mosquito is stopped by climate or the season of the year.
Common, and in frequent epidemics, in the Philippines. Occurs equally
among males and females; less among indigenous than among visiting or
transient whites where the disease commonly occurs.

9. Methods of conirol:

A. The infected individual, contacts, and environment:

Recognition of the disease and reporting.

. Isolation: The patient must be kept in a screened room.

Concurrent disinfection: None.

Terminal disinfection: None.

Quarantine: None.

Immunization: None.

Investigation of source of infection: Search for unreported or un-

diagnosed cases and for the Aédes aegypti mosquito and its breed-

ing places. o .
B. General measures: Measures directed toward elimination of mos-

quitoes (Aédes aegypti). Bcereening of rooms.

NP Tub N -
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Diphtheria

Recognition of the disease.—An acute febrile infectionégenerally of the air pas-

sages, especially of tonsils, throat, and nose, marked by a patch or patches
of dirty white and h membrane, from which cultures of the diphtheria
bacillus may be obtained. Cases of diphtheritic infection in infants are
often missed because of the lack of definite local symptoms.

2. Etiological agent.—Diphtheria bacillus, Corynebacterium diphtheriae, the Klebs-

Loeffler bacillus.

8. Source of infection.—Discharges from diphtheritic lesions of nose, throat, con-

junctiva, vagina, and wound surfaces. Secretions from the nose and throat
of carriers of the bacillus.

4. Mode of transmisstion.—Directly by petsonal contact, indirectly by articles

freshly soiled with discharges, or through infected milk or milk products.

8. Incubation pertod.—Usually 2 to 5 days, occasionally longer if the carrier state

8. Pr

precedes the development of clinical symptoms.

Period of communicability.—Variable, until virulent bacilli have disappeared

from the secretions and the lesions. Usually 2 weeks or less, seldom over
4 weeks. In exceptional cases virulent bacilli remain in the throat and
discha from 2 to 6 months.

. Susceptibility and immunity.—Infants born of mothers with an established

immunity are relatively immune for the first 6 months of life. By the
ninth month of life this gassive congenital immunity has been lost in a high
percen of infants. Subsequently children and adults develop immunity
apparently in approximate proportion to their contact with associates who
carry the diphtheria bacillus with or without exposure to persons with
recognized attacks of the disease. It is usual to find about half of the
children of school age and three-quarters of adults in large cities immune.
Such accidental immunity is less frequent among rural and small-town popu-
lations. Passive temporary immunity (10 days to 3 weeks) and active im-
munity of commonly })ermanent duration can be developed artificially.
Recovery from attack of the disease, especially if with the aid of therapeutic
diphtheria antitoxin, is not necessarily followed by active immunity.
evalence.—Endemic and epidemiec. 'wo-thirds or more of the cases are in
children under 10 years of age and two-thirds or more of the deaths occur
in children under 5 years of age. More common in temperate zone than
elsewhere, and in fall and winter months. Local increased prevalence may
occur in irregular cycles of 4- to 8-year intervals. Reduction in incidence,
deattéorate, and case fatality rate has been progressive and marked in the
years. )
ethods of control:
A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting. By clinical symptoms
with confirmation by bacteriological examination of discharges.

2. Isolation: Until 2 cultures from the throat and 2 from the nose,
taken not less than 24 hours apart, fail to show the presence of
diphtheria bacilli. Isolation may be terminated if the micro-
organism reported as morphologically ‘“positive’’, although per-
sistently present, proves to be an avirulent form. Where ter-
mination by culture is impracticable, cases may be terminated
with fair safety as a rule 16 days after onset of the disease. A
virulence test should be made in any case where positive throat
cultures are reported 3 weeks or longer after onset of the disease.

8. Concurrent ection of all articles which have been in con-
tact with the patient, and all articles soiled by discharges
of the patient.

4. Terminal disinféction: At the end of the illness, thorough airing
and sunning of the sick room, with cleaning or renovation.

5. Quarantine: intimate contacts until shown by bacteriological
examination not to be carriers.

6. Immunization: Passive immunization with antitoxin is rarely
necessary for exposed persons over 5 years of age, for whose pro-
tection daily examination by a physician or nurse suffices.
Infants and young children e to diphtheria in the family
should receive a prophylactic dose of antitoxin without prior
Schick testing, unless they are already known to the physician
to be immune.

7. Investigation of source of infection: In unreported cases, in car-
riers, and milk.
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B. General measures:
1. Active lmmunintion of all children, without prior Schick

testing, at the age of 6 months, with a diphtheria toxoid.
This same procedure should be applied to all children at
g ?:lfow ( yesrs of age if immunigation has been neglected

. Older chxldren, and adults especially mcludmg teachers,
nurses, and physicians found to be h1ck~posxt1ve should be
actively immunized. In order to minimize local and constitu-
tional reactions in members of these ups, it is desirable to
carry out a preliminary ‘“‘toxoid reaction test”, nonreactors to
receive toxoid, and reactors toxin-antitoxin (goat) in 2 or 3
inoculations or suitably diluted toxoid.

. Pasteurization of milk supply.

. Educational measures to inform the public, and particularly the
parents of little children, of the advantages of toxoid immuniza-

tion in infancy.
Dysentery, Amebic (Amebiasis)

1. Recognition of the disease. —Insidious and undetermined onset characterizes
mild acute cases, with digestive disturbance, anorexia, diarrhea or consti-
{)atlon, and usually little abdominal discomfort. Severe acute cases fol-

owing massive infection may simulate acute appendicitis, or other acute
urgical abdominal condition with high temperature and severe prostration,
The subacute and chronic forms of the disease vary widely in the extent of
local and constitutional symptoms. There may or may not be diarrhea or
constlpatlon, or these may alternate in the same patient.

2. Etiological —Enda histol
8. Source of eetm —The bowel dise! of infected persons and of ca.rriera.
4. Mode of iransmission.—By drinking contaminated water and by eating infected

foods, espeocially those that are eommonl{ served cold and moist, and hand-

to-mouth transfer of infected matenal rom moist objects soiled with dis-

charges of an infected individual; by flies.

5. Incubation —From 2 days in severe infections to several months in
subscute and chronit cases; commonly 3 to 4 weeks.

8. Period of communicability—During course of infection and until repeated
microscopic examination of stools shows absence of the Endamoeba his-
tolytica (either trophozoites or cysts). Direct transmission unusual.

7. Susceptibility and immunity.—Susceptibility to infestation is general; immunity
uncertain; no artificial immunity.

8. Prevalcnoe —Not & common disease clinically in continental North America.

Epidemic outbreaks are rare. It is estlmated that almost 5 percent of the

Mpo pulation are carriers of cysts.

hods of conirol:
The infected individual, contacts and environment:
. Recognition of the dxsease and reporting: Clinical symptoms

confirmed by microscopic examination of stools

Isolation: None.
Conourrent disinfection: Sanitary disposal of the bowel discharges.

2.
3.

Hand washing after use of toilet.
54. Terminal disinfection: Cleaning. -
6.
7.

©

Quarantine: None.

Immunization: None.
Investigation of source of infection: Microscopic examination of

stools of inmates of the household, or of work associates of the
infected person, and of other suspeoted contacts, should be
sups::lemented by sea.rch for direct contamination of water and

B. Geneml measures:
. Sanitary disposal of human feces
2 Protection of potable water supplies ageinst fecal contamina-
tion, and boiling dnnl:ing water where necessary. Chlori-
nation of water uups“es as generally used has boen found
inodoqus te for the truction of cysts.

38 Active immunization by any method should not be presumed w be successful without routine Schick
testing or testing a representative sample of those inoculated 3 months after such procedure.
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3. Supervision of the general cleanliness, of the personal health and
sanitary practices of persons preparing and serving food in public
eating places, especially moist foods eaten raw.

4. Education in personal cleanliness, particularly washing hands with
soap and water after evacuation of the bowels.

5. Control of fly breeding and protection of foods against fly con-
tamination by screening.

6. Itis of importance that all cross connections between potable
and polluted water supplies be forbidden. BSystematic
inspection should be made to discover them, and the
supply should be disconnected until such cross connections
have been eliminated.

7. Instruction . of convalescent and chronic carriers in personal
hygiene, glarticu]arly as to sanitary disposal of fecal waste, and
hand washing after use of toilet.

C. Epidemic measures: In case of epidemics due to relatively massive doses
of infectious material, active measures should be employed to discover
the source of infection, and to warn the public and the medical pro-
fession of the early and characteristic symptoms, and of the serious
immediate and remote results of such infection.

Dysentery, Bacillary

1. Recognition of the disease.—The typical case exhibits an acute onset, fever,
tenesmus, with frequent stools containing blood and mucus. One or more
of a large number of possible types of the dysentery bacillus can usually be
found in the stools in the first 2 days of the disease.

2. Et:lologwal agent.—Dysentery bacillus, Shigella dysenteriae, Shigella para-

lysenteriae.

3. Source of infection.—The bowel dischﬁes of infected persons.

4. Mode of transmission.—By eating infected foods, and by hand-to-mouth
transfer of infected material; by flies; from objects soiled with discharges
of an infected individual or of a carrier; by drinking contaminated water.
Polluted milk and water are less common vehicles of this disease than is the
case with typhoid fever.

5. Incubation period—2 to 7 days. *

6. Period of communicability.—During the febrile period of the disease and until
the4micr§;‘organism is absent from the bowel discharges, sometimes as long
as 4 wee

7. Susceptibility and tmmunity.—Susceptibility is Keneral among children, but
less s0, and the disease less severe, in adults. relative and not permanent
immunity follows recovery from the disease. .

8. Prevalence.—Endemic, epidemic, and sporadic, but shares with other enteric
infections in striking and progressive reduction wherever water supplies are
rendered safe, sewage is disposed of in a sanitary manner, milk is pasteurized,
and infant hygiene is of a good order. Most common in the summer months
and in subtropical and tropical areas.

9. Methods of conirol:

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting:4 Clinical symptoms
confirmed by serological and bacteriological tests.

2. Isolation: Infected individuals during the communicable period of
the disease, particularly rigid personal precautions by attendants.

8. Concurrent disinfection: Bowel discharges.

4. Terminal disinfection: Cleaning.

5. Quarantine: None.

6. Immunization: Vaccines may give some.immunity. Owing to
severe reactions their use is not recommended, nor should vac-
cination be made compulsory except under extreme emergency.

7. Investigation of source of infection: Search for a common source
in contaminated food and water, and for carriers particularly
among food handlers, should be undertaken as in the case of
typhoid fever.

¢ Groups of cases of acute diarrheal disorder should always be re to the health officer at once, even
hthabmotmdemmamemmnmdm&ndm o
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B. General measures:
1. Protection and purification of public water supplies, together
with prevention of subsequent contamination.
2. Pasteurization of public milk supplies; use of boiled milk
for infant feeding.

Supervision of preparation and handling of other foods, particularly
those which are moist and eaten raw.

Hatr;ﬁ twashing, by food handlers in particular, following use of

et.

Prevention of fly-breeding; screening.

. Banitary disposal of human excreta.

Persons known to be infected, and their attendants, should be
excluded from handling food for public consumption, and from
handling the family food supply if possible.

The exercise of rigid precautions in known cases of bacillary dysen«
tery is requisite but is inadequate as a safeguard against the ever-

resent risk of infection from concealed sources. Reduction of

igh infant mortality rates is dependent upon prevention of
diarrhea and enteritis. Infant hygiene, inclutﬁgg breast feeding,
scrupulous cleanliness at all times in the preparation and han-
dling of food for children, and continuous attention to diet in
order to avoid minor digestive disturbances that may lower
resistance to the infection will do much toward accomplishing
this aim. As a precautionary measure, all cases of infantile
diarrhea should be regarded as bacillary dysentery. Prevention
of epidemics of bacillary dysentery by guarding against massive
dissemination of infection should be a major concern, particularly
in prisons, camps, and institutions.

Encephalitis, Infectious, Lethargic and Nonlethargic

1. Recognition of the disease.—Largely clinical. At least 2 forms occur: type A
and type I{ Type A is the more chronic and variable in course, often with
a mild febrile onset, later with symptoms of brain or nerve involvement,
such as slight meningeal irritation, somnolence, diplopia, or evident paralysis
of eye muscles, insomn.iﬁ restlessness, twitching, myoclonia, catatonia,
with or without fever; and still later at times, slow, semirigid movements,
coarse tremor, mask-like expression or other disturbances of motility,
psychic or behavior disturbances, often with exacerbations and remissions
over several fyeam;. Though an individual case of t; B may be indis-
tinguishable from type A, in type B the onset is usually more abrupt as to
fever and headache, with drowsiness rather than deep sleep, disorientation,
motor disturbances, but very infrequent paralysis of the eye muscles,
meningeal irritation with an increase of cellsin the spinal fluid more uni-
formly than in type A, and usually complete and fairly prompt recovery
in the nonfatal cases. All ages are attacked in both types, children and
young adults more frequently in type A, the older ages in type B. This
disease is to be distinguished from post- or para-infectious encephalitis
which follows or accompanies such infections as measles, vaccinia, and
chicken pox, by the history of the prior infection.

2. Etiologigzl agent.—Probably a virus for type A; a specific filterable virus for

type B.

3. Source of infection.—Probably discharges from the nose and throat of carriers

or of infected persons, or articles freshly soiled therewith.

4. Mode of transmission.—Probably by direct contact with a carrier or an infected
person, or by contact with articles freshly soiled with the discharges of the
nose and throat of such persons.

. Incubaiion pertod.—Four to twenty-one days.

. Period of communicability—Unknown; cases rarely traceable to any previous
case. Presumably at a maximum during acute febrile stage of the disease.

7. Susceptibility and immunity.—Effective susceptibility limited to a small

fraction of the population at any age. Natural immunity or immunity
resulting from an attack are assumed to occur, but have not been proved
except by the ability of the blood serum to neutralize tyge B virus.

8. Prevalence.—Type A was first distinctly recognized in 1917, but had occurred

before, and has since been prevalent in man %a.rts of the world, especially
from 1920 to 1926, infrequently now. Type B has been especially prevalent$

Noo = @
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in the west central provinces of Japan, intense epidemics having occurred
there in 1924 and 1929. At least some of the Japanese cases were distinct
immunologically from the clinically similar c?pe B cases in the St. Louis
ares in 1933, where there was an incidence of 100 per 100,000 population.
Ty(fe A occurs at all seasons of the year but more frequen:lﬂ in late winter
and spring. T B occurs notably in late summer and fall epidemics.

9. Methods of control:

A. The infected individual, contacts, and environment: :

1. Recognition of the disease and reporting. Clinical symptoms
assisted, especially in type B, by microscopical and chemical
examination of the spinal fluid if lumbar puncture is performed.

. Isolation: For 1 week after onset. .

Concurrent disinfection: Disc¢harges of the nose and throat and
articles soiled therewith. -

Terminal disinfection: None.

Quarantine: None.

Immunization: None.

. Investigation of source of infection: Search for prior cases in the
community and for unreported cases among the associates of the
?atient may develop useful epidemiological information, but so
ar is of no practical value in control of the disease

B. General measures: None.

Favus

Nooe @

Recognition of the disease.—4A parasitic fungus disease of the skin, usually on
the scalp, marked by cup-shaped yellowish crusts covering the hair follicles.

Etiolom'ca}) ent.—Achorion schoenleinis.

Source of infection.—Lesians of skin, particularly on scalp, rarely on nails.

Mode of transmission.—Direet contact with patient, and indirectly through
toilet articles. .

. Incubation period.—Unknown. .

Period of communicability.—Until skin and scalp lesions are all healed as shown
by absence of scaling and erythema, to be confirmed by microscopic exami-
nation, culture, and absence of fimorescence under a suitable ultra-violet

light.

7. Susceptibility and immunity.—Infection by this fungus is frequent with the
plresence of another patient in the family, and with neglect of personat
cleanliness.

8. Prevalence—Rare in children in North America, and when occurring can
usually be traced to immigrants from southern and eastern Europe.

9. Methods of conirol: )

A. The infected individual, eontacts environment:

1. Recognition of the disease reporting: Clinical symptoms con-
firmed by microscopic examadnation of crusts, and cultures on
Sabouraud’s medium.

2. Isolation: Exclusion o:afatient from school and other public places
until lesions are healed. Patient should wear a light, tight-
fitting cotton skull cap constantly. This must be changed

’ frequently and boiled.

3. Concurrent disinfection: Toilet articles of patient.

4. Terminal disinfection: None. - -

& tine: None. . S . . .

6. unization: None. . :

7. Investigation of source of infection: Search for unreported and
unsuspected cases among immediate home or play or work
associates of the patient. .

B. General measures: . : o

1. Elimination of common utensils, such as hair brushes and combs.

2. Provision for adequate and intensive treatment and cure of cases
of favus at hospitals and dispensaries, to abbreviate the period
of infectivity of the patient. - :

German Measles (Rubella)
1. Recognition of the disease—A febrile infection in epidemics, characterized by

a polymorphous rash, sometimes resembling that of measles, sometimes
that of scarlet fever, and sometimes of both at the same time; few or no

So W
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constitutional symptoms but almost always enlargement of post-auricular,
sub-occipital and cervical, and occasionally of other, lymph nogdo:s. Usualls;
" absence of leukocytosis. '

2. Etiological agent.—Unknown.

8. Source of tnfection.—Secretions of the mouth and %ossibly of the nose.

4. Mode of transmission.—By direct contact with the patient or with articles
freshly soiled with the discharges from the nose or throat of the patient.

8. Incubation period.—From 14 to 21 days; usually about 16 days.

8. Period of communicability.—From onset of catarrhal symptoms for at least 4
days, but not more than 7; the exact period is undetermined. Highly

. communicable.

7. Susceptibility and tmmunity.—Susceptibility is general among young children.
An attack usually confers permanent immunity. .

8. Prevalence.—Epidemic in expression, occurring mostly in childhood, but more
in adults than is the case with measles. mmoner in urban than in rural
communities, and oftener in winter and spring than at other seasons.

9. Methods of control:

A. The infected individual, contacts and environment:

1. Recognition of the disease and reporting: Clinical symptoms.

2. Isolation: Separation of the Patient from nonimmune children,
and exclusion of the patient from school and public places for the
period of presumed infectivity. Isolation rarely practicable.

3. Concurrent disinfection: Discharges from the nose and throat of
the patient and articles soiled by discharges.

4. Terminal disinfection: Airing and cleaning.

5. Quarantine: None.

6. Immunization: None.

7. Investigation of source of infection: Of no importance except to
clarify doubts created by clinical difficulty in distinguishing this
disease from scarlet fever in its early stages.

B. General measures: None.

NoOTE.—~The reason for attemptinfmto control this disease is that it m:f be confused with scarlet fever
dutln% its early stages; each person having symptoms of the disease should therefore be placed under the
care of a physician and the case should be reported to the local department of health.

Glanders

1. Recognition o{‘ the disease.—Occurs in 2 forms, 1 external affecting the skin and
known as ““farcy’’, and an internal form known as “glanders.” It may appear
as an acute or chronic disease, with widely variable symptoms, the diagnosis
being established by one or other of the following biological reactions: The
complement fixation test, the mallein test, the agglutination test, or by
nonspecific reactions, such as the Straus reaction, if confirmed by culture,

or by identification of the Pfeifferella mallei, or by autopsy of the doubtful

cases.

. Etiological agent.—Glanders bacillus, Pfeifferella mallei.

Source of infection.—Discharges from open lesions of mucous membranes, or
of the skin of human or equine cases of the disease (i.e., pus and mucus from
the nose, throat, and bowel discharges from infected man and horse).

4. Mode of transmission.—Contact with a case or with articles freshly soiled by
discharges from a human or equine case.

Incubation period.—Undetermined; usually 1 to 5 days. . .

Period of communicability.—Until bacilli disappear from discharges or until
lesions have healed.

7. Suceptibility and immunity.—Susceptibility appears to be common. Immu-

nity is believed to follow recovery from the infection. .

8. Prevalence.—Rare and sporadic and almost exclusively in men occupied about

horses. In widespread and local epidemics as an epizootic in horses.

9. Methods of control:

A. The infected individual, contacts and environment:

1. Recognition of the disease and reporting.

2. Isolation: Human case at home or hospital; for infected horses de-
struction rather than isolation is advised. Skin contact with the
lesions in the living or dead body is to be scrupulously avoided.

8. Concurrent disinfection: Discharges from human cases and articles

soiled therewith.

1870°—35——2
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4, Termi;ul t‘li.isinfection: Stables and oontents where infested horses
are foun

5. Quarantine of all horses in an infected stable until all have been
tested by specific reaction, and the removal of infected horses
and terminal disinfection of stable have been accomplished.

6. Immunization: None of established value or generally accepted.

7. Investigation of source of infection: Carriers not known in humans.
Search for infected horses especially in sales stables, by observa~
tion and specific laboratory tests.

B. General measures:

1. The abolition of the common drinking trough for horses.

2. Sanitary supervision of stables and blacksmith shops.

3. Semiannual testing of all horses by a specific reaction where the
disease is common.

4. Testing of all horses offered for sale where the disease is common.

Note.—In this disease, as in all infectious or communicable diseases from which both animals and hu-
mans suffer, mowuﬂngmanlmﬂsshouldbor:gonedwmmm{ ure, and human
cuesshouldbsreponedtothoDmtofHd , reciprocal to be accomplished
through official interdepartment 3

Gonorrhea

1. Recognition of the disease.—Occurring Lmtudlg as an infection of one of the
mucous membranes, most frequently of the genital tract, urethra in the
male, the vaginal or uterine mucosa in the f e, the disease develops as an
acute or chronic process in adjacent or remote tissues, among the latter
especially as arthritis and endocarditis. Relapsing and chronie inflamma-
tory discharging conditions at the site of original attack are common.
Demonstration of the etiological agent in the lesions or discharges is the
best and only certain diagnostic procedure. Specific antibodies may be
demonstrated, and specific constitutional and local reactions can be provoked.

2. Etiological agent.—Gonococcus, Neisseria gonorr L

8. Source of infection.—Discharges from lesions of inflamed mucous membranes
and ds of infected persons, viz, urethral, vaginal, cervical, conjunctival
mucous membranes, and Bartholin’s or Skene’s glands in the female, and
Cowper’s and the prostaté glands in the male.

4. Mode of transmission.— wf direct personal contact with infected persons, and
indirectly by contact with articles freshly soiled with the discharges of such
persons. In adults by sexual intercourse; in children by other personal and
indirect contact with discharges.

8. Incubation period.—One to 8 days, usually 3 to 5 days.

6. Period of commynicability.—As long as the gonococcus persists in any of the
discharges, whether the infection be an old or a recent one. Readily com-
municated in sexual intercourse.

7. Susceptibility and immunity.—Susceptibility appears to be general, particu-
larly of vaginal tract in young girls, and of conjunctiva in newborn. Ac-
quired immunity does not occur generally, but some degree of transient
local immunity may appear during infection. One attack and recovery
does not protect against subsequent infection.

8. Prevalence.—Wide-spread in both sexes and at all ages, but most common
among men from 18 to 40 years of age and among women at a little earlier

e. Endemic, sporadic, and epidemic.

9. Met of cqr_;trol':

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms, con-
firmed by bacteriological examination or serum reaction.

2. Isolation: {V'hen the lesions are in the genito-urinary tract, exclu-
sion from sexual ¢ontact, and when the lesions are conjunctival
exclusion from school or contact with children, as long as the
discharges contain the gonococcus.

8. Concurrent disinfection: Discharges from lesions and articles
soiled therewith.

4. Terminal disinfection: None.

8. Quarantine: None.

6. Immunization: None.

7. Investigation of source of infection: Each acute case should be
traced to probable source of infection and appropriate control and
treatment of this spreader of disease instituted. Males may
continue to be carriers for a year or more; females for 2 to 3

years.
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B. General measures:
1. Provision of accurate and early diagnosis, and careful treatment

of infected persons, with due consideration for privacy of record,
consistent with effective control of the patient, search for source
of infection, and provision for following cases until cured.

2. Education in matters of sexual hygiene, particularly as to the
fact that continence in both sexes at all ages is compatible with
health and normal development.

3. Repression of commercialized prostitution, and associated use of
alecoholic beverages, by police or other competent authority.

4. Restriction of advertising of services or medicines for the self
treatment of sex diseases, etc.

5. Elimination of common towels and toilet articles from public

places.
6. Us: of prophylactic silver solution in the eyes of the new-

orn.
7. Personal prophylaxis should be advised to those who expose them-
selves to opportunity for infection, and made available for use
immediately after sexual intercourse. ’
8. Exclusion of persons in the communicable stage of the disease from
occupations involving contact with children.

Influenza

1. Recognition of the disease.—Whether occurring in a pandemic, in endemic-
epidemic incidence, or as sporadic cases this disease is characterized in its
typical form by sudden onset, fever of 1 to 7 days’ duration, accompanied
by excessive prostration, aches and pains in back and limbs, coryza and
bronchitis, and not uncommonly by pneumonia as a complication. During
epidemics when such cases occur in large numbers and over a wide ares,
other cases of less distinctive type are found to be epidemiologically related
to typical cases, and in these the diagnosis would not be made without such
obvious association. The clinical criteria of influenza are quite indefinite,
particularly in absence of widespread prevalence of the disease. Micro-
scopic or other laboratory procedures are of no practical value in determin-
ing or excluding the diagnosis of influenza.

2. Etiological agent.—A filterable virus; associated often with various types of
bacteria as secondary invaders.

8. Source of infection.—Probably discharges from the mouth and nose of infected
“persons and articles freshly soiled by such discharges.

4. Mode of transmission.—Believed to be by direct eontact, by droplet infection
or by articles freshly soiled with discharges of the nose and throat of infected
persons.

8. Incubation period.—Short, usually 24 to 72 hours.

Period of communicability—Undetermined; possibly in prodromal as well as in

the febrile stage and convalescent stages.

7. Susceptibility and immunity.—Susceptibility is not general, for natural resist-
ance or relative immunity appears to protect from one-quarter to three-
quarters of persons intimately exposed to the disease even during widespread
epidemics. Acquired immunity if it is actually developed by an attack of
and recovery from the disease is of short duration (a few months) and of low
grade, or perhapsonly effective against a certain strain or strains of the virus.

8. Prevalence—Uncertain in pandemic, local epidemic, and sporadic occurrence,

by reason of indefinite clinical symptoms. In epidemics may affect up to
50 percent of the population, especially at age groups between infancy and
maturity. Commonly between December and May in North America.
Occurs pandemically in cycles with intervals of several decades.
. Methods of control:
A. The infected individual, contacts, and environment:
1. Recognition of the disease and reporting: By clinical symptoms
only. Uncertain in interepidemic periods.
2. Isolation: During acute stage of the disease, especially in severe
cases and those complicated by pneumonia.
3. Concurrent disinfection: Discharges from the nose and throat of
the patient.
4. Terminal disinfection: None.
5. Quarantine: None, but visiting should be discouraged.
6. Immunization: None. s
7. Investigation of source of infection: Of no practical value.

©
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B. General measures:

1. During epidemics efforts should be made to reduce opportunities
for t contact infection, as in crowded halls, stores, and street
cars. Kissing, the use of common towels, glasses, eating utensils,
or toilet articles should be avoided. In isolated towns and insti-
tutions infection has been delayed and sometimes avoided by
strict exclusion of visitors from alreaddv infected communities.
The closing of the public, parochial, and private schools has not
been effective in checking the spread of infection. The judicious
use of masks by nurses and other attendants may prove of value
in preventing infection in hospitals. Scrupulous cleanliness of
dishes and utensils used in preparing and serving food in public
eating places should be req , including the subjection of such
articles to disinfection in hot soap suds. In groups which can be
brought under daily professional inspection, the isolation of early
and suspicious cases of respiratory tract inflammation, particu-
larly when accompanied by a rise in temperature, may delay the
spread of the disease. To minimize the severity of the disease,
and to protect the patient from secondary infections and thus
reduce mortality, patients should go to bed at the beginning of
anll1 attack and not return to work without the approval of their
physician.

2. Crowding of beds in hospitals and institutions to accommodate

' increased numbers of patients and other inmates is to be espe-
cially avoided. Increased spacing between beds in wards and
dormitories should be carried out to reduce the risk of attack,
and of the occurrence of pneumonia.

Leprosy

Recognition of the disease.—The disease is to be identified by lesions of the skin
and mucous membranes and by neurological manifestations. Confirmation
2{ microscopic examination is usually possible in cutaneous and mixed types

11;11:1 disease but may be difficult or impossible in maculo-anesthetic and
ne cases. :

Etiological agent.—Leprosy bacillus, Mycobacterium leprae.

. Source of infection.—Discharges from lesions.

Mode of transmission.—Intimate and prolonged contact with infected indi-
viduals and some other as yet undetermined factor are apparently necegsary.
Incubation period.—Prolonged, undetermined, from 1 to several years.
Period of communicabilit —Commences when lesion becomes open, i. e.,
discharges leprosy bacilli; continues until healing. Patients with demon-
strable acid-fast bacilli in smears from skin or mucous membranes are
otentially ‘““open’ cases even if demonstrable ulceration be not present.
mmunicable only in certain geographic areas; in continental United States
notably in States bordering on the Gulf of Mexico. -

. Suaceﬁibility and immunily.—Suse:l;}tibility uncertain; no racial immunity.

.—Endemic in some Gulf coast areas, Hawaii, Philippines, and
Puerto Rico. Sporadic in North America and rare. Oftener among
adolescent and young adult males.

9. Methods of conirol:

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting. Clinical symptoms con-
firmed by microscopic examination where possible.

2. Isolation: Isolation of bacteriologically positive cases occurrin,
in endemic form in national leprosarium until a condition o
apparent arrest has been present for at least 6 months, as deter-
mined by clinical observatiop and by absence of acid-fast bacilli
on repeated examinations. Paroled and other negative lepers

, ghouldﬂll): reexamined periodically, the suggested interval being
months.

8. Concurrent disinfection: Discharges and articles soiled with dis-

charges.

4. Temgna}; disinfection: Thorough cleaning of living premises of
patient. :

5. Quarantine: None.

6. Immunization: None.
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7. Investigation of source of infection: This should be undertaken
especially in cases of apparently recent origin. The long and
uncertain period of incubation, and the length of intimate con-
tact believed to be necessary, make the discovery of the source
of infection a matter of great difficulty.

B. General measures:

1. In endemic areas leprosy is usually contracted in childhood but it
may be acquired in adult life. Infants should be separated from
leprous mothers at birth, and in educational efforts stress should
be placed upon the greater risk of exposure in early life.

2. Lack of information as to the determining factors in the spread and
communication of the disease makes any but general advice in
matters of personal hygiene of no value.

8. As a temporary expedient, lepers may be properly cared for in local
hospitals, or if conditions of the patient and his environment
warrant, he may be allowed to remain on his own premises under
suitable regulations. :

4. In those parts of the United States in the temperate zone farther
north where the disease shows no tendency to spread, suitable
medical and nursing care of infected persons is sufficient.

Malaria

Recognition of the disease.—A group of specific infectious fevers due to invasion
of the red blood cells by 1 of at least 3 types of Sporozoa of the genus Plas-
modium. These fevers occur endemically or epidemically and are associated
with a symptom complex fairly characteristic of each variety, marked par-
ticularly by periodicity of fever and symptoms due to the growth and devel-
opment of the organism. Enlargement of the spleen, secondary anemia,
and the characteristic recurrence of chills and fever as clinical findings are
confirmed by observing presence of the malaria parasites in blood film on
microscopic examination. Mosquitoes of anopheline family are the only
known vectors.

Etiological a%fnt.—The several species of micro-organisms: Plasmodium vivaz
(te{tian) ] ; lasmodium malariae (quartan), Piasmodium falciparum (aestivo-
autumnal). .

Source of infection.—The blood of an infected individual.

Mode of transmission.—By bite of the infected Anopheles mosquitoes. The
mosquito is infected by biting an individual suffering from acute or chronic
malaria. The parasite develops in the body of the mosquito for from 10 to
14 days (21 days for quartan), after which time the sporozoites appear in its
salivary glands.

Incubation period.—Varies with the type of species of infecting micro-organism
and the amount of infection, usually 14 days in the tertian variety.

8. Period of communicability.—As long as the sexual form of the malaria micro-
organism exists in the circulating blood in sufficient quantities to infect
mosquitoes. In untreated cases this may last for months.

Susceptibility and immunity.—Su-ceptibility is universal, although Negroes
appear to suffer less severely from the disease. Some relative immunity
appears to follow repeated attacks of the disease. A state of good nutrition
is believed to be a factor in maintaining resistance to the disease and in
spontaneous recovery.

Prevalence.—Endemic and sporadic, more frequentlg among children than
adults, among Negroes more than amon§ whites. Particularly prevalent in
the southeast coastal plain, Mississippi Valley, south of St. Louis, in eastern
Texas, New Mexico uisiana, Arkansas, southern Missouri, and slightly
in California and dregon. Serious in Puerto Rico and the Philippines.
Seasonal occurrence of tertian type in early summer, estivo-autumnal in

early fall.
Methods of control:
A. The infected individual, contacts and environment:

1. Recognition of the disease and reporting: Clinical symptoms, always
to be confirmed by microscopical examination of the blood. Re-
peated examination of blood films may be necessary.

2. Isolation: The individual with malarial parasites in his blood
should be protected from the bites of mosquitoes. With the ex-
ception of this simple precaution, isolation and quarantine are of

no avail.
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8. Concurrent disinfection: None. Destruction of Anopheles mos-
quitoes in the sick room. L

4. Terminal disinfection: Destruction of Anopheles mosquitoes in the
sick room.

5. Quarantine: None.

Immunization: None. The administration of prophylactic doses
of quinine should be insisted on for those constantly exposed to
infection and unable to protect themselves against Anopheles mos-
quitoes. This is not in an exact sense prophylaxis but early
therapeusis.

7. Specific therapy: Quinine bisulphate is preferred for routine
treatment and ‘“atebrin” is found by some to be equally
reliable. Plasmochin seems to be specific for destruction
of the adult sexual form of the parasite in estivo-autum-
nal malaria and in conjunction with quinine for tertian
and quartan infections.

8. Investigation of source of infection: Breeding.places and house
infestation by Anopheles mosquitoes should be sought for and
larvae and mosquitoes destroyed when and where possible. Car-
riers of the malarial micro-organism, untreated, or inadequately
treated, should be sought and brought under systematic therap,
until the micro-organism can no longer be found in their blood.

B. General measures: :

1. Employment of known measures for destroying larvae of
anophelines and the eradication of breeding places of
such mosquitoes. .

2. Blood examination of persons living in infected centers to determine
the ineidence of infection.

8. Bereening sleeping and living quarters; use of mosquito nets.

4. Killing mosquitoes in living quarters.

5. Education of the public as to the mode of spread and methods of
prevention of malaria.

Measles

1. Recognition of the disease.—Clinical characteristics are fever, catarrhal sym
toms in eyes and nose and throat in the prodromal stage, as well as at the
height of the disease, an early eruption in the mouth, Koplik spots, later an
exanthem and enantinem, and a branny desquamation during convalescence.
When the disease is prevalent, or a susceptible child has been exposed to a
case of measles, the diagnosis should be suspected on appearance of the
fever and catarrhal symptoms, without waiting for confirmatory eruptions,
and isolation precautions should be instituted at once.

. Etiological agent.—A specific filterable virus.

. Source of infection.—Buceal and nasal secretions of an infected individual.

. Mode of transmission.—Directly from person to person; indirectly through
articles freshly soiled with the buccal and nasal discharges of an infected
individual. e most easily transmitted of the communicable diseases.

5. Incubation pertod.—About 8 to 10 days from date of exposure to onset of fever;

12 to 14 days to appearance of rash; rarely as long as 18 days. When con-
valescent serum has been used, but too late to prevent infection, the incu-
bation period may be as long as 21 days.

Period o]p:ommunicability.——During the period of catarrhal symptoms and

until the cessation of abnormal mucous membrane secretions—minimum
period of 9 days; from 4 days before to 5 days after the appearance of the

rash.

7. Susceptibility and smmunity.—All persons must be considered susceptible until
they have had the disease, except that most babies born of mothers who
have had the disease are immune for the first 6 months of life. Natural
immunity may last into adult life in rare instances. Acquired immunity
is usual after recovery from an attack. Passive immunity may be estab-
lished for a few weeks, but not more than 4, by the use of 4 to 10 cc of
convalescent measles serum or 20 to 50 ce of whole blood of immunes, or if
citrated blood is used, 25 to 60 cec.

8. Prevalence—Universal. Probably 80 to 90 percent of all persons surviving to
the twentieth year of life have had an attack, and rarely does a person go
through life without having had measles. Occurs most commonly in chil-

[ abad
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dren between 5 to 14 years of age, but many cases are in children under 5.
Endemic in large population units. In remote or insular groups epidemics
occur on contact with a case in a visitor. Highest incidence from March
to June in North America. Frequency of epidemics depends on size of
community, or proximity to a large center, amount of communication
between large and small population groups, accretion of population by
births and other less exactly determined factors. Much more likely to
rqstllllt in death from complicating pneumonia in children under 2 than at
) €er ages.
9. Methods of control:

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms. Special
attention to rise of temperature, Koplik spots and catarrhal symp-
toms in exposed individuals.

2. Isolation: During pericd of communicability for the sake of the
patient as well as others.

3. Concurrent disinfection: All erticles sciled with tke secretions of the
nose and threat.

4. Terminal disinfection: Thorough cleaning.

5. Quarantine: When the disease is very prevalent and in large com-
munities, quarantine of exposed susceptible children may be im-
practicable and of no value. Exclusion of exposed susceptible
school children and teachers from school until 14 days from last
exposure may be justifiable under other conditions. This applies
to exposure in the household. Exclusion of exposed suscef)tible
children from all public gatherings for the same period. If the
date of only exposure is reasonably certain, an exposed susceptible
child of school age may be allowed to attend school for the first 7
days of the incubation period. Quarantining of institutions of
young children and of wards or dormitories where exposure is
suspected is of some value. Strict quarantine of wards of infants
if a case occurs in an institution is impo .

6. Immunization: By the use of the serum or whole blood of convales-
cent patients, or of any healthy adults who have had measles, given
within 5 days after exposure to a known case of measles, the attack
in the exposed person may be averted in a high percentage of
instances; if not averted, the disease is modified. Given later, but
at a time prior to the clinical onset of the disease, convalescent
serum usually modifies the severity of the attack and the patient
probably acquires the usual lasting immunity to the disease.

7. Investigation of source of infection: Search for exposed susceptible
children under 3 years of age is profitable. Carriers are not known
to occur. Every effort should be made to have all cases reported
early in the disease by the physician, or, if there is none in attend-
ance, by parent or guardian. The chief object of discovering cases
is to assure suitable care for little children and immunization if
practicable of those exposed under 5 years of age.

B. General measures:

1. Daily examination of exposed children and of other possibly exposed
persons. This examination should include record of the body
temperature. A nonimmune exposed individual exhibiting a rise
of temperature of 0.5° C. or more should be promptly isolated
pending diagnosis.

2. Schools should not be closed or classes discontinued where daily
observation of the children by physician and nurse is (E_:ovided for.

3. Education as to special danger of exposing young children to those
exhibiting fever and acute catarrhal symptoms of any kind, particu-
larly during years and seasons of epidemic prevalence of measles.

4. In instii;utionaly outbreaks, immunization with convalescent serum
of all minor inmates who have not had measles is of value in checking
the spread of infection and in reducing mortality. No new admis-
sions and no visitors under 16 years of age should be permitted in
an institution for children, during a measles outbreak in the com-
munity or in the institution. .

6. The immunization of infants and children under 3 years of age with
convalescent serum or whole adult blood in families where cases of
measles occur in older children or adults should be encouraged by
the department of health and by private physicians.
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Meningococcus Meningitis

Recognition of the disease.—An acute infectious disease with sudden onset,
fever, headache, nauses, ﬂﬁ ty of neck, and in epidemies not infrequently
petechial spots on the skin. The specific micro-organism in one of its
several types may in some cases be found in the ea.rlge stages by blood
culture, and usu during the course of the disease in the spinal fluid, and
in the (iucharges of the retronasal surfaces. The disease occurs in epidemic
and sporadic manner. .

2. Etiological agent.—Meningococcus; Neisseria iniracellularss.

8. Source of ir?jqection.—-Discharges from the nose and mouth of infected persons.
Clinically recovered cases, and healthy persons not known to have had the
disease but recently in contact with cases or other carriers may act as
carriers and are commonly found, especially during epidemics. Such
healthy carriers are found indepenaent of epidemic prevalence of the disease,
even up to 5 to 10 percent of a general population.

4. Mode of iransmission.—By direct contact with infected persons and carriers
and indirectly by contact with articles freshly soiled with the nasal and
mouth discharges of such persons. )

5. Incubation period.—Two to ten days, commonly seven; tends to be short in

epid;imics ; in rare instances the period may be longer when a carrier develops

the disease.

6. Period of communicability.—During the clinical course of the disease and until
the specific micro-organism is no longer present in the nasal and mouth
discharges of the patient, about 2 weeks. The same applies to healthy
carriers so far as affects persistance of infectious discharges. Readily com-
municable in crowded living conditions among g!elli'sons of lowered resistance.

7. Susceptibility and immunity.—Susceptibility is limited. Aequired immunity
from having had the disease, a; from ediate clinical relapses, may be
of long duration but is uncertain. There is no artificial immunity. Resist-
ance to infection afpgears {0 be low when those exposed to crowded conditions
of living are also fatigued and ill fed.

8. Prevalence.—Usually low incidence of sporadic cases. Within a community
in epidemics at long but irregular intervals. The cases are mostly in
children under 10 years of age and in young adults, but occur at all ages.
Local epidemios commonly related to ehronic or emergency overcrowdin,
of living quarters, as in ships, barracks, and lodging houses or slums, an
usually in the winter or spring. No limitations in geographical distribution.

9. Methods of control:

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms con-

firmed by the microscopic and bacteriological examination of the

inal fluid, and by bacteriological examination of nasal and
p geal secretions.

. Isolation of infected persons until 14 days after onset of the disease

or until nme swabs are obtained from the naso-pharynx.

. Concurrent disinfection: Of discharges from the nose and mouth

or articles soiled therewith.

. Terminal disinfection: Cleaning.

. Quarantine: None.

. Immunization: None.

. Investigation of source of infection: Impracticable.

B. General measures:

1. Education as to personal cleanliness and necessity of avoiding con-
tact and droplet infection.

2. Prevention of overcrowding such as is common in living quarters,
transportation conveyances, working places, and especially in
barracks, camps, and ships.

C. Epidemic measures:

1. Increase the separation of individuals and the ventilation in
living and sleeping quarters for such groups of peopleas
are especially expose% to infection because of their occu-
gation or some necessity of li conditions. Chilling,

odily fatigue, and strain should be minimized for +hose
- especially exposed to infection.

l‘
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Mumps

1. Recognition of the disease.—Acute specific infection characterized by fever,
swelling, and tenderness of the salivary glands, us of the parotid, some-
times of the sublingual or submaxil]a.rg glands. etastases occur some-
times in the ovaries and testicles. Epidemic occurrence is usual, especially
in schools, colleges, and barracks, of new recruits. Inflammation of Sten-
soaxll’s duct may assist in early diagnosis. There are no laboratory aids of

. value.

Etiological agent.—A specific filterable virus.

Source of infection.—Secretions of the mouth and possibly of the nese.

Mode of transmission.—By direct contract with an infected person or with
articles freshly soiled with the discharges from the nose and throat of such

infected persons.
. Incubation period.—From 12 to 26 days. The most common period 18 days,

accepted as usual. A period of 21 days is not uncommon.

Period of communicability.—Unknown, but assumed to persist until the parotid

gland has returned to its normal size.

7. Susceptibility and immunity.—Susceptibilily believed to be general. Im-
munity follows an attack but second attacks of the disease are not rare.
Brief %assive immunity may follow inoculation with convalescent serum or
whole blood. .

8. Prevalence.—This disease is decidedly less prevalent than the other common

communicable diseases of childhood such as measles, whooping cough, and

chicken pox. Winter and spring are the seasons of greatest prevalence.

Itfi o;tj:urrence is sporadic and epidemic except in large cities, where it is

endemic.

9. Methods of control:
A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: The diagnosis is usually
made on swelling of the parotid gland.

2. Isolation: Separation of the patient from nonimmune children and
{mmg children and young people and exclusion of the patient

rom school and Fublic places for the period of presumed infec-
tivity, particularly when the disease appears in children’s insti-
tutions or among young recruits.

3. Concurrent disinfection: All articles soiled with the discharges of
nose and throat of the patient.

4. Terminal disinfection: None.

5. Quarantine: None. Exposed susceptible persons should be regu-
larly inspected for the onset, the presence of initial symptoms
of the disease, such as fever, or swelling or pain of the parotid,
or submaxillary glands, for 3 weeks from the date of last exposure.
E children medically certified as having had the disease
should not be excluded from school as susceptibles.

6. Immunization: None. Passive temporary immunity by conva-
lescent serum or blood still in experimental stage.

7. Investigation of source of infection: rch for unreported or recent
cases among associates of the patient in school or family or other
group of young people. Carriers are not known to occur.

B. General measures: None.

Lo

o o>

Paratyphoid Fever

1. Recognition of the disease.—A general infection with the paratyphoid bacillus
characterized especially by continued fever and involvement of the lymph-
oid tissues of the intestines, enlargement of the spleen, and a variety of
constitutional symptoms, sometimes rose spots on the trunk, usually diar-
rheal disturbance. The infecting micro-organism may be found in the feces,

2 Ezmduﬁne'sp typhoid bacillus A, B, or C; Salmonella paratyphi,

. agent.—Paratyphoi illus A, B, or C; paratyphi;
Salmonella achourmillerz

‘3. Source of infection.—Bowel discharges and urine of infected persons, and water
or foods contaminated with such discharges of infected persons or of healthy
carriers. Healthy carriers may be numerous in an outbreak.

$ The human disease paratyphoid fever should not be confused with cases of food poisoning or with infeo-
tion due to enteritidis bacilli of animal origin.
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4. Mode of transmission.—Directly by personal contact: indirectly by contact
with articles freshly soiled with the discharges of infected persons or through
milk, water, or food contaminated by such discharges, probably by flies

5. Incubation pertod.—Four to ten days; average, seven days.

6. Pertod of communicability.—From the agpearance of prodromal symptoms,
throt:ghout the illness and relapses, during convalescence, and until re-
m_a bacteriological examination of discharges shows absence of the

ecting organism.

7. Susceptibility and immum’ty.—Suscextibility is general. Natural immunity
probably exists in some adults. Acquired immunity is usually permanent
after recovery from the disease. Artificial active immunity of probably 2
years’ duration can be develo; by the use of vaccines.

8. Prevalence.—Frequency has fallen with that of typhoid fever until in most

of North America it is relatively rare, occurring sporadically or in small
ocal carrier or contact epidemics. Probably nowhere endemic in North
America.
9. Methods of control:
A. The infected individual, contacts, and environment: .

1. Recognition of the disease and reporting: Clinical symptoms
confirmed by specific agglutination test, or by bacteriological
examination of blood, bowel discharges, or urine.

2. Isolation: In fily-proof room, preferably under hospital conditions,
of such cases as cannot command adequate sanitary environ-
ment and nursing care in their homes.

8. Concurrent disinfection: Disinfection of all bowel and uri-
nary discharges and articles soiled with them.

4. Terminal disinfection: Cleaning.

5. Quarantine: None.

6. Immunization: Of exposed susceptibles.

7. Investigation of source of infection: Search for common source in
polluted water, milk, shellfish or other food, and individual
sources as unreported cases and carriers.

B. General measures: .

1. Protection and purification of public water supplies.

2. Pasteurization of public milk supplies.

3. Limitation of collection and marketing of shellfish to those from
approved sources.

4. Supervision of other food supplies, and of food handlers.®

5. Prevention of fly breeding.

6. Sanitary disposal of human excreta.

7. Extension of immunization by vaccination to persons especially
subject to exposure by reason of occupation and travel, to
those living in areas of high endemic incidence cf typhoid
fever, and to those for whom the procedure can be systematically
and economically applied, as military forces and institutional
populations, depending on prevalence of the disease. :

8. Discovery and supervision of paratyphoid carriers and their ex-
clusion from the handling of foods.

9. Exclusion of suspected milk supplies on epidemiological evidence
pending discovery and elimination of the personal or other
cause of contamination of the milk.

10. Exclusion of suspected water supplies until adequate protection
or purification is provided unless all water used for toilet,
cooking, and drinking purposes is boiled before use.

Plague, Bubonic, Septicemic, Pneumonic

1. Recognition of the disease.—An acute infection running a rapid, severe course,
often terminating fatally, and characterized by extreme weakness, high
fever, buboes, severe general symptoms, and often accompanied by subcu-
taneous hemorrhage and pustules. The infecting micro-organism is regu-
larly found in the buboes and skin lesions, and in the pneumonic t; of
the disease in the sputum. Pneumonic plague gives the picture of a virulent
septic pneumonia.

¢ It is not assumed that an entirely eflective supervision of all food handlers can be achieved or would be
stratively justified by results in view of the cost. Food handlers to whom epidemiological evidence
points as carriers should be brought under control of the health department.
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2. Etiological agent.—Plague bacillus; Pasteurella pesits.

8. Source of infection.—Blood of infected rodents and, in the pneumonic form,
the sputum of human cases. The primary or indigenous source of the
disease is the so-called ‘‘wild-plague”, the animal reservoir among such
rodents as the tarbigan of Manchuria, and the ground squirrel of California.
Infection may man from these sources, or more often through the
medium of the rat.

4. Mode of transmission.—Direct, in the pneumonic form. In other forms the
disease is generally transmitted by the bites of fleas (Xenopsylla cheopss and
Ceratophyllus fasciatus), by which the disease is carried from rats to man,
also by fleas from other rodents. Accidental, by inoculation.

8. Incubation period.—Commonly from 3 to 7 days, although occasionally pro-
lo {o 8 or even 14 days.

6. Period of communicability.—Pneumonic type intensely communicable during
acute symptoms. Bubonic type not communicable from person to person.

itlity and immunity.—Busceptibility is general, particularly to the

pneumonic form. Natural immunity may exist but is rare. Lasting im-

munity almost always results from recovery from an attack of the disease.

Artificial passive immunity of about 3 to 4 weeks’ duration by antiplague

s';ru'gl:i, e:;nd active immunity of about 6 months’ duration by vaccines may
upon.

8. Prevalence.—Very rare in North America and insular possessions, and only
ﬁaoradjc cases, from exposure to infection to ground squirrels in California.

ndemic in ground squirrels in large areas on Pacific Coast. Occasionally
found in rats trapped at seaports.

9. Methods of conirol:

A. The infected individual, contacts, and énvironment:

1. Recognition of the disease and reporting: Clinical symptoms,
confirmed by bacteriological examination of blood, pus from
glandular lesions, or sputum. Animal inoculation of material
from cases.

Isolation: Patient in hospital if practicable; if not, in & screened
room which is free from vermin.?

Concurrent disinfection: Sputum and articles soiled therewith, in
pneumonic type of the disease.

Terminal disinfection: Thorough cleaning followed by fumigation
to destroy rats and fleas.

Quarantine: Contacts of pneumonic cases for 7 days.

Immunization: Ordinarily not practicable.

Investigation of source of infection: Search for human (in pneu-
monic) and rodent (in bubonic) sources to which patient is
known to have been exposed, among wild rodents, and particu-
larly the rat.

B. General measures:
1. Extermination of rats and vermin by use of known methods

for their destruction; destruction of rats on ships arriving
from infected ports; examination of rats, ground squirrels
etc., in areas where the infection tglerdsts, for evidence o
endemic or epidemic prevalence of the disease among them.

2. Rat-proofing of buildings and elimination of breeding places
and opportunities for the harboring and feeding of rats
as a fundamental sanitary measurs.

3. Investigation of all deaths during epidemics with autopsy and
laboratory examination when indicated.

4. Handling of corpse under antiseptic precautions.

Pneumonia, Acute Lobar

1. Recognition of the disease.—An acute infection characterized by sudden onset
with chill followed by fever, often pain in the chest, usually cough and
dyspnoea. In many cases in children, vomiting and convulsions occur at
the onset. Determination of the infecting micro-organism by microscopic
and cultural examination of the sputum is useful as an aid in therapy and

7In pl neumonia, personal prophylaxis to avoid droplet infection must be carried out by persons
who m egntact with the sick. p&gﬁy’ of closely woven gloth with mica windows should be worn over
the head and to the shoulders. A long gown and rabber glovas drawnover tha sleaves of the gown
should be provided. These articles should not be removed from the sick room until disinfected.

Noow o0 N
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for epidemiological studies. The X-ray may disclose pulmonary lesions
before the stethoscope.
tological agent.—Various pathogenic bacteria commonly found in the nose,
throat and mouth, such as the pneumococcus in about 95 percent of the
cases, and of these, 50 percent types I and II; the bacillus of Friedlinder;
in occasional cases, the hemolytic streptococcus; the influenza bacillus, ete.

3. Source of infection.—i’robably discharges from the mouth and nose of infected
person or carrier and articles freshly soiled with such discharges. Fxcept
when already attacked by some respiratory infection, exposed individuals
rarely develop pneumonia as a result of transmission of infection by direct
or indirect means from the patient.

4. Mode of transmission.—By direct contact with infected person or carrier, or
with articles freshly soiled with the discharges of the nose and throat of such
persons, and possibly from infected dust of rooms occupied by infected

persons.
5. Incqbt;t:ion period.—Believed to be short, usually 1 to 3 days—not well deter-

6. Period of communicability.—Unknown; presumably until the discharges of the
mouth and nose no longer carry the infectious agent in an abundant amount
or in a virulent form.

7. Susceptibility and immunity.—Susceptibility is general, accentuated by wet
and cold and exposure, and apparently under certain conditions by bodily
and mental fatigue, and by alcoholism. Natural immunity may ocecur,
follow an attack of pneumonia; such immunity is of short duration. Artifi-
but is doubtful. Acquired immunity to the particular micro-organism may
cial active or passive immunity cannot be relied upon.

8. Prevalence.—Common, and affecting at one time or other, between adolescence
and old age, a large proportion of the population. No race or color or
either sex is exempt from likelihood of having this disease. Occurs in all
climates and seasons, but most often in winter and spring and in regions
where cold, windy, changeable, and inclement weather prevails.

9. Methods of control:

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms.
Specific infecting organisms may be determined by serological
and bacteriological tests early in the course of the disease,
which may give basis for epidemiological studies and for specific

. _ serum therapy.

2. Isolation: Medical aseptic technique preferably at home.

3. Concurrent disinfection: Discharges from the nose and throat of
the patient.

4. Terminal disinfection: Thorough cleaning and airing.

5. Quarantine: None.

6. Immunization: None.

B. General measures:

1. Whenever practicable and particularly. in institutions, barracks,
and on shipboard, crowding in living and sleeping places should
be avoided. .The general resistance should be conserved by
good food, fresh air, sufficient sleep, temperance in the use of
alcoholic beverages, and other hygienic measures.

Poliomyelitis

L. Recognition of the disease—An acute infection with moderate initial fever,
usually headache and gastro-intestinal symptoms such as vomiting and con-
stipation, drowsiness alternating with irritability, hyperesthesia, stiffness of
neck and spine, usually accompanied by an increase in pressure and in the
number of cells in the spinal fluid, tremor, and exaggeration of the muscular
reflexes. Later, local diminution of reflexes and local motor weakness (para-
lytic). Any of these symptoms may be absent, but the diagnosis of the
cases which are not at some time paralytic is so frequently uncertain that
only paralytic cases should be counted officially as poliomyelitis, due pre-
cautions being taken in the others. Paralysis may be sudden and cause
death within a few hours of onset by cessation of respiration without clear-
cut symptoms. There is a marked tendency for the paralysis to improve
after it has reached its height. :

2. Etiological agent.—A specific filterable virus.
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8. Sowrce of infection—Nose and throat discharges of infected ns and car-
riers, or articles recently soiled therewith. Unpaste milk is a rare
source of infection.

4. Mode of transmission.—The virus enters the brain by way of the olfactory
nerves and bulb when introduced into the nose or nasopharynx of a suscep-
tible person, presumably from a carrier in most instances.

8. Incubation period.—Co g:monlerv 7 to 14 days.

6. Period of communicability.—Not definitely known, but apparently covered by
the latter part of the incubation period and the first week or two of the dis-

A ibly much longer in a very few cases, but cases are not as a rule
directly traceable to any previous case.

7. Susceptibility and immunity.—Infants born of immune mothers are believed to
retain their immunity for about 1 year. Children are more frequently sus-
ceptible than adults except in extremely isolated communities not prevzmsly
reached by the infection. Immunity is usually high among adults who have
lived in large cities, less among those in rural sections. An attack of the
disease gives ent immunity as a rule, although second attacks have
been observed.

8. Prevalence.—Infection oocurs pmotiallty throughout the world, but cases are
most Ermixent in the cooler part of the temperate zone, occurring both
sporadically and in epidemics at irregular intervals, with the highest inci~
dence in late summer and fall. Ten cases per 100,000 population per year
is an ordinary incidence.

9. Methods of control:

A. Infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms
assisted by microscopical and chemical examination of the spinai
fluid if lumbar puncture is performed.

2. Isolation: For 2 weeks from onset. Almost invariably the period
of restriction of visitors and care in bed desirable for the patient
extends beyond the period of presumed communicability of the

3. Concurrent disinfection: Nose and throat discharges and articles

soiled therewith.

4. Terminal disinfection: None.

5. Quarantine: Exposed children of the household of school age are to
be kept from school, and adults of the household whose vocations
bring them into contact with children or with food to be eaten
uncooked are to be kept from such vocation for 14 days from last
exposure to recognmci case.

6. Immunization: None.

7. Investigation of source of infection: Search for and expert diagnosis

tolf! sick children to locate unrecognized and unreported cases of
e X .
B. General measures during epidemics:

1. General warning to physicians and the laity of the prevalence or
increase .of incidence of the disease, description of usual charac-
teristics of onset, and necessity for diagnosis and medical care,
particularly for bed rest of patients and protection of their
muscles.

2. All children with fever should be isolated pending diagnosis.

8. Eduecation in such technique of bedside nursing as will prevent dis-
gribution of infected discharges to others from cases isolated at

ome.

4. Protection of children so far as practicable against unnecessary con-
tact with other persons, especially those outside their own homes,
during epidemic prevalence of the disease. .

5. Avoidance of unnecessary physical strain in children during an
epidemic or in case of known exposure.

Psittacosis

1. Recognition of the disease.—The clinical criteria are an onset with chilly sensa-

tions, fever, headache; early pneumonic involvement; cough absent or
usually nonproductive at first, later usually present and productive; sputum
light yellow and characterized by extreme viscosity; tongue, white coat;
anorexia extreme; constipation the rule; pulse usu&lfy slow in relation to
temperature; great prostration; deliium common; albuminuria almost
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constant; relapses not uncommon. The white blood count is normal or
slightly increased early, with leucopenia later. The disease may be trans-
mit to healthy susceptible birds or mice by inoculating blood drawn
during first week of illness; the diagnostic criteria are the characteristic
pathological changes in mice with the presence of elementary bodies
(Leventhal-Coles-Lillie) in impression smears from the spleens of mice;
the sputum, if obtainable, is more uniformly infectious than the blood;
repeated trials are necessary.
tological agent.—A specific filterable virus.

Source of infection—Newly acquired parrots, parrakeets, love birds, or
ic:fnalt'i_es. irds which are apparently well occasionally transmit the

ection. .

. Mode of transmission.—Contact with infected birds or their recent surround-
ings. Occasionally through a human case.

5. Incubation period.—In human cases, 6 to 15 days.

6. Period of communicability.—Ill birds and their surroundings highly infectious
for man; patients less dangerous. The period of communicability of human
cases is during their acute illness, especially when coughing.

7. Susceptibility and immunity.—All susceptible, but the disease is more
severe in the higher age groups. ne attack confers immunity.

8. Prevalence.—Usually in sudden house outbreaks among persons exposed to ill
tropical birds. eaths mainly confined to persons over 30 years of age.
Females more frequently attacked than males because of more frequent
exposure. Case fatality 20 to 50 percent.

9. Methods of control:

A. The infected individual, contacts, and environment:
. 1. Recognition of the disease and reporting.

2. Isolation: Important during the febrile and acute clinical stage of
the disease. When actually handling patients with a cough,
nurses should wear gauze masks, 8 layers of 40 to 48 threads
per inch, or 16 layers 20 to 24 threads per inch.

3. Concurrent disinfection: Of all discharges.

4. Terminal disinfection: Incriminated birds should be killed and
their bodies immersed in 2-percent cresol. The spleens then
should be aseptically removed, placed in equal parts of sterile
glycerin and standard phosphate buffer solution of pH 7.5, or
in suitable fixative, and sent to the nearest available laboratory
for examination. Carcasses should be burned before feathers dry.

5. Quarantine: Buildings which housed birds should be quarantined
until thoroughly cleaned and disinfected.

6. Immunization: No demonstrated method yet fully accepted.

7. Investigation of source of infection: Important, in order to trace
infected lots of birds. Though apparently healthy birds occa-
sionally convey the disease, healthy human carriers are unknown.

B. General measures—

1. Strict regulation of traffic in birds of parrot family based on
quarantine and laboratory examination.

2. Quarantine of homes and pet shops known to have harbored
infected birds until thoroughly cleaned.

3. Education of community in the danger of making house pets of
birds of the parrot family, particularly when the birds have been
recently imported or are of doubtful history as to contact with
other and especially with sick birds of tropical origin.

o

> -

Puerperal Infection (Puerperal Septicemia)

1. Recognition of the disease.—Rise of temperature and local and general symptoms
of bacterial invasion of the genital tract of the postpartum patient. Bac-
teriological examination of discharges and surfaces of the vagino-uterine
tract may identify the infecting organism.

2. Etiological agent.—Usually a hemolytic streptococcus, staphylococcus, or other
pus-forming micro-organism among those commonly found on the hands, in
the nose and throat, and in infected wounds.

3. Source of infection.—fhe hands and instruments used in the examinations just
prior to or during or following confinement; the nose and throat of the

arturient woman or her attendants just prior to, during, or just after con-
ement; infectious processes and discharges of the genital tract prior to
confinement.
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4. Mode of iransmission.—Direct transfer to the tissues of the parturient canal
by hands, instruments, dreesings, by droplets discharged in speaking,
sneezing or coughing from infected or carrier individuals brought into close
relation to the patient during or after delivery. Indirectly by articles
sgllt%d by tgnf:ctious discharges brought into contact with the genital tract
of the patient.

8. Incubation period.—One to three days; rarely longer.

6. Period of communicability.—Not communicable among parturient or post-

p:.tr:u:in;n cta:es except through the intermediate transmission of infection by
atten X .

7. Susceptibility and immunity—Terms not properly applicable. The chief
factors of susceptibility are the state of the ?murient canal during and after
confinement, the state of exhaustion, or fatigue, or chilling, and loss of
blood following delivery, and the exposure of mucous membranes to
trauma and contact in the course of the delivery. There is no immunity
byteam %means excepg suc%p::tderived fzr;:hcare :;ed cleanliness in the
an , delivery, and pos um care e mother.

. m.—'l‘he most common cause of preventable sickness and death related
c :

9. Methods of 4

1. Better education of physicians, nurses, and midwives in the science and
art of midwifery.
2. Licensing and supervision of midwives where better attendance at child-

birth cannot be provided.
8. Official supervision or licensing of all institutions offering maternity

services.
4. Education of women in the hazards of self-interruption of pregnancy.

Rabies

1. Recognition of the disease.—In the human being this acute, specific, rapidly fatal
infeetion may not be recognized until a spasm of deglutition appears, unless
the earlier and mild constitutional symptoms such as an expression of
anrxiety, paresthesins especially in or near the wound, and some paralysis
have been looked for after the bite of a rabid animal. In the dog or other
animal, recognizable symptoms are any unexplained change in behavior
followed by excitability or paralysis, and death within 10 days of onset of
symptoms. Verification of cause of death may be established by discovery
of Negri bodies in nerve cells of brain or cord, or by animal inoculation.

2. Etiological .—A specific filterable virus.
8. Sourceq w:;‘ fection.—Saliva of infected animals, chiefly dogs.
4. Mode of transmisston.—Inoculation of denuded tissue with saliva of infected
animals, almost always by bites.
? rolonged to 6 months

5. Incubation period.—Usually 2 to 6 weeks. May be
or even longer. Duration depends on virulence o? saliva and on site of

z’ognq in relation to richness of nerve supply and directness of nerve path

rain.

6. Period of communicability.—For 15 days in the dog before the onset of clinical
symptoms and throughout the clinical course of the disease. Only slightly
communicable in man. L

%. Susceptibility and immunity.—Susceptibility general. Natural immunity is
not known to exist in man or among the animals subject to the disease.
Prophylactic antirabic treatment of infected humans will prevent develop-
ment of the disease, with rare exceptions, if the treatment is begun soon
after the injury and the site of the wound is not extensive in the distribution
of the facial nerve.

8. Prevalence.—Rare in man; more likely to occur in males than females and most
often in persons under 20 years of age. Worldwide distribution. Univer-
sally fatal in developed human cases. More prevalent among dogs and
sometimes in wild carnivorous animals.

9. Methods of contral:

A. Theinfected individual, contacts, and environment:
1. Recognition of the disease and reporting: Clinical symptoms, confirmed
by the presence of Negri bodies in the brain of the animal which has
caused the injury, and by animal inoculations with material from the

brain of such
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2. Isolation: None if the patient is under adequate medical supervision,
and the immediate attendants are warned of possibility of inoculation
by human virus.

3. Concurrent disinfection of saliva of patient and articles soiled therewith.

4. Terminal disinfection: Thorough cleaning.

6. Quarantine: None.

6. Immunization: Preventive vaccination of the patient after exposure to
infection by inoculation. :

7. Investigation of source of infection: Search for the rabid animal and
for any animals bitten by it. Carriers in animals are not known to
occur.

B. General measures:

1. Detention and examination of dogs suspected of having rabies.

2. Immediate antirabic treatment of people bitten by dogs or by other
animals suspected or known to have rabies, unless the animal is proved
not to be rabid by subsequent observation or by microscopic examina-
tion of the brain and cord. The wound caused by any bite of a rabid
animal should be treated at once to the depths with fuming nitric acid,
with complete protection of the eye in the case of face bites.

8. Education in the care of dogs, especially directed to dog owners and
the police, including advice against shooting of rabid or suspected
animals in the head lest the laboratory examination of the brain be
rendered difficult or impossible. Dog owners should be impressed with
the serious implications of keeping dogs in densely built up cities.

4. Control of dog population Ly requiring annual license, provi-
sion for the impounding and the humane destruction of all unli-
censed dogs, quarantine of all dogs in areas where rabid
animals have run at large.

Rocky Mountain Spotted (or Tick) Fever

1. Recognition of the disease.—The characteristic rash with fever, the possibility
of t: tick bite, and a positive Weil-Felix test constitute the diagnostic
criteria.

2. Etiological agent.—A gram-negative, intracellular micro-organism which has
not been cultivated or filtered (Dermacentrozenus rickettst Wolbach).

8. Source of infection.—Ticks.

4. Mode of transmission.—Bite of tick or mashing tick on skin.

5. Incubation period.—From 3 to about 10 days.

6. Period of communicebility.—Not communicable from man.

7. Susceptibility and immunity.—Susceptibility general. One attack confers im-
munity. Active artificial immunization by Spencer-Parker vaccine has
given very encouraging results.

8. Prevalence.—Probably occurs occasionally throughout tick-infested regions of
the Western Hemisphere, but especially in the Rocky Mountain area. The
season of occurrence is predominantly in the spring and early summer,
corresponding to the appearance of adult ticks. The case fatality varies
with the locality—90 percent in some areas and as low as § percent in others.

9. Methods of control:

A. The infected individual, contacts, and environment:
1. Recognition of the disease and reporting: All cases of the disease
should be reported to the health authorities.

. Isolation: None.

. Co::curre%nt disinfection: All ticks on the patient should be de-

stroyed.

. Terminal disinfection: None.

. Quarantine: None.

. Investigation of source of infection: Determination of areas where

there are infected ticks should be attempted wherever practicable.

B. General measures:

‘ 1. Personal prophylaxis of persons entering the infected zones durin
the season of ticks by wearing tick-proof clothing, and caref:
search of the body for ticks which may have attached themselves.

2. The destruction of ticks by clearing and burning vegetation on the
lands in infected zones. ’

3. The destruction of ticks on domestic animals by dipping.

4. The destruction of small mammalian hosts of ticks, such as ground
squirrels, chipmunks, and meadow mice.

SO N
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Scarlet Fever

1. Recognition of the disease.—Sudden onset with nausea, vomiting, fever, and
sore throat; rash (bright red spots on subcuticular flush) on second or third
day. Cases oocur without eruption, when provisional diagnosis may be
made on sore throat, fever, vomiting, and history of exposure. The Schultz-
Charlton blanching phenomenon may be used when rash has recently ap-
peared: one-tenth to one-half cc convalescent serum or scarlet fever anti-
toxin is injected into skin where rash exists, which causes local blanching
in 6 to 36 hours if rash is scarlatinal; absence of blanching, however, does
not rule out scarlet fever. )

2. Etiological agent.—A hemolytic streptococcus. _

8. Source of injection.—Discharges from the nose, throat, ears, abscesses, or
wound surfaces of sick or convalescent patients, and articles freshly soiled
therewith. The nose and throat discharges of carriers may also spread the

disease.

4. Mode of transmission.—Directly l::{ contact with an infected person, indirectly
by articles freshly soiled with discharges of an infected person, or through
contaminated milk or milk products, not by skin desquamation.

8. Incubation period—Two to seven days, usually three to four days.

6. Period of communicability.—Usually until 3 weeks from the onset of the disease,
without regard to the stage or extent of desquamation, but until all ab-
normal discharges have ceased and all open sores or wounds have healed.
Adults convalescent from scarlet fever appear to be less likely to transmit
infection than are children. The infectious agent is more likely to be
transmitted in colder seasons of the year.

7. Susceptibility and tmmunity.—Susceptibility is not general, particularly among
adults. Unnoticed infections occur and produce immunity. Lasting im-
munity is usual after an attack, but not invariable, as second attacks
occur. Artificial passive immunity of a few weeks may be developed by
human convalescent serum. Artificial active immunity of uncertain dura-
tion can be developed in a considerable proportion of susceptible persons
by the use of a suitable streptococcus antigen.

8. Prevalence.—Found in all parts of the world but unimportant in tropics and
of low incidence in subtropical areas of North America. Commoner in
urban than in rural areas. In cities about 80 percent of the cases occur in
children under 10, and 60 percent in those under § years of age. About
5 percent of total deaths from scarlet fever occur in children under 1 year
of age. Most common in winter and spring. .

9. M of control: :

A. The infected individual, contacts and environment: ‘

1. Recognition of the disease and reporting: By clinical symptoms.

2. Isolation: In home or hospital, maintained in each case
until the end of the period of communicabilitly. If med-
ical inspection is not available, isolation for 21 days from
onset for uncomplicated cases. -

3. Concurrent disinfection: Of all articles which have been in contact
Wi:lil :; patient and all articles soiled with discharges of the
patient.

4. Terminal disinfection: Thorough cleaning.

5. Quarantine: Exclusion of exposed children and teachers from
association with children, and food handlers from their work,
until 7 days have elapsed since last exposure to a recognized case.

6. Immunization: Exposed susceptibles, as determined by the Dick
test, may be passively immunized by convalescent scarlet fever

. serum or scarlet fever antitoxin, under ial circumstances.

7. Investigation of source of infection: Search for individual source
in contact cases or carrier, and in unpasteurized milk and milk
products. It is important to discover undetected cases and
convalescent and contact carriers.

B. General measures: .

1. Daily examination of exposed children and of other possibly
exposed persons for a week after last exposure. Encourage
removal of young susceptible contacts in the family to homes of
adult friends for duration of communicable stage in the patients

1870°—35——38
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. Etiolop’i
. Source of infection.—The human naso-pba;{lnx, usually the tonsils, any case of
ese

. Schools should not be elosed where daily observation of the children
by a physician or nurse can be provided for.

. In school and institutional outbreaks immunization of all exposed
children with scarlet-fever toxin may be advisable. »

. In the presence of a sharp outbreak, modified isolation of persons
with sore throat or upper respiratory tract infection, at least
throu%h the clinically active stage, particularly if exposure to
scarlet fever patients be determined.

. Education as to special danger of exposing young children to those
exhibiting acute catarrhal symptoms of any kind.

. Pasteurization of milk supply.

W N

[ -}

Septic Sore Throat

Recognition of the disease.—Acute sore throat appearing in epidemic out-
breaks, often of a highly virulent character, and accompanied by various
general septicemic manifestations. The onset is likely to be abrupt with
chill cl;ilgh temperature, and vomitinﬁ.

.—Streptococcus (hemolytic type).7

acute streftococcus inflammation of structures being a potential
source of infection, including the period of convalescence of such cases.
The udder of a cow infected by the milker is a common source of infection.
In such udders the physical signs of mastitis may be absent.s

4. Mode of iransmission.— t or indirect human contact; consumption of

[

raw milk contaminated by case or carrier or from an infected udder.

. Incubation period.—One to three days.
. Pertod of communicability.—In man, presumably during the continuance of

clinical symptoms; in the cow, during the continuance of discharge of the
streptococci in the milk, the condition in the udder tending to a ntane-
;ms subsiit;i.ence. The carrier stage may follow convalescence and persist
or some time.

. Susceptibility and immunity.—Susceptibility general, but somewhat less, in

young children. Immunity, either natural or acquired, is rare and uncer-
tain, if it occurs at all. :

. Prevalence.—Usually in epidemics, in any;cfeogra.phic area except where milk

sﬁpply is pasteurized. Most cases in adolescents and adult milk drinkers.
ost often in spring and early summer, but Inay occur at any season.

9. Methods of control:

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms.
Bacteriological examination of the lesions or discharges from the
tonsils and naso-p! x may be useful.

Isolation: During the clinical course of the disease and convales-
eence, and particularly exclusion of the patient from participa-
tion in the production or handling of milk or milk products.

Concurrent disinfection: Articles soiled with discharges from the
nose and throat of the patient.

Terminal disinfection: Cleaning.

Quarantine: None.

Immunization: None.

Investigation of source of infection: Search for cases and carriers
among milkers and other handlers of unpasteurized milk, and
for mastitis in milk cows.

B. General measures:

1. Exclusion of sus¥ected milk supply from public sale or use until
pasteurized. The exclusion .of the milk of an infected cow or
cows In small herds is possible when based on baecteriological
examination of the milk of each cow, and preferably the milk
from each quarter of the udder at frequent intervals. = Exclusion
of human cases or carriers from handling milk or milk products.

2. Pasteurization of all milk. .

3. Education in the principles of perscral hygiene and avoidance of
the use of common towel, drinking and cuuing utensils.

»

NOou o

7 Bovine mastitis of staphylococcus ol may lead to epidemic outbreaks of gastro-intestinal disturb-
ot teurized ﬂkﬂ 4 ected.

ance in those who drink unpas

from a cow so .
8 Mastitis in the cow, due to bovine streptococci, is not a cause of septie sore throat in human beings
tocoocus takes place.

unless a secondary infection of the udder by a human type of strep
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Smallpox

1. Recognition of the disease.—Onset sudden, usually with chills, a febrile stage
of 3 or 4 days with dizziness, headache, backache, generai pains, nauses,
and vomiting. Macular eruption on third day chan%'x;‘gl in next 8 days to
papule, vesicle, pustule, and crust, leaving a scar. ;f)i;ion general and
symmetrical, especially on extensor surfaces; earliest on face and more on

shoulders and chest than lower on trunk. Lesions are deep seated and have

infiltrated base.
2. Etiological agent.—A specific filterable virus.
8. Source of infection.—Lesions of the mucous membranes and skin of infected

persons,
4. Mode of transmission.—By contact with persons sick with the disease. This

contact need not be intimate, but aerial transmission through more than a
few feet is unlikely; by articles or persons contaminated by discharges of
the sick, including feces and urine, but for a brief time.

5. Incubation period.—Eight to sixteen days. (Cases with incubation period of
21 days are reported.)

6. Period of communicability—From first symptoms to disappearance of all
scabs and crusts.

7. Susceptibility and tmmunity.—Susceptibility universal. Acquired permanent
immunity usually follows recovery from an attack of the disease. Second
attacks are rare. Artificial immunity by vaccination is usually complete
for 5 to 20 lgle:.rs but relative susceptibility often occurs after 5 years.

8. Prevalence.—Distribution in sporadic or epidemic form; varies widely according
to the immunity status of the population of an area and its exposure to
infection from without. Cases occur most often in young adult males.
In communities where few ggrsons of any age have been vaccinated, the
disease when it occurs will be chiefly among young children. Occurrence
is most frequent in the winter and least in summer months. There is no
regional or climatic limitation to its prevalence except as population groups
are more or less well protected by vaccination.

9. Methods of control: v
A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms.
The rapidly fatal or fulminating type and the very mild type may
escape diagnosis until secondary cases appear.

2. Isolation: Hospital isolation screened wards, free from
vermin, until the period of infectivity is past.

3. Concurrent disinfection of all discharges: No article to leave the
surroundings of the patient without boiling or equally effective
disinfection.

4. Terminal disinfection: Thorough cleaning and disinfection of

premises.

5. Quarantine: Isolation of all contacts until vaccinated with virus of
full potency, and daily medical observation of these contacts
until height of reaction is passed, if vaccination was performed
within 24 hours of first exposure; otherwise for 16 days from last
exposure.

6. Immunization: Vaccination.

7. Investigation of source of infection: The immediate prior case
should be sought industriously, and cases of reported chicken
pox in persons over 15 years of age carefully reviewed for error
of diagnosis. Aective cases of the disease without constitutional
symptoms must be sought, also passive carriers recently in con-
tact with cases, and exposed vaccinated persons who may have
developed unrecognized forms of the disease, and thus be serving
as sources of infection.

B. General measures:

1. General vaccination in early infancy, revaccination of
children on entering a school, and of entire population
when the disease appears in a severe form.

2. In order to avoid possible complications or secondary and sub-
sequent infections at the site of vaccination, it is important that
the vaccination insertion be as small and superficial as practi-
cable, not over one-eighth inch in any direction, and that the
site be kept dry and cool. The use of shields or other dressings
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1.

2.
8.

4.

5.
6.
7.

9.

is to be condemned. The multiple pressure method is recom-
mended. Primary vaccination as soon after 1 week of age as

ible is desirable. The time of vaceination should be adjusted
a: avoid skin lesions elsewhere on the body, and in older children
to avoid the warmer months. Particular care should be used in
primary vaccinations beyond the age of infancy.

" Syphilis

Recognition of the disease.—A disease acquired by contact or transmission in
utero, running a chronic course with local and constitutional manifestations,
usually in a definite sequence although of infinite variety. The lesion is an
infectious granuloma, similar to that seen in tuberculosis and leprosy, in
the acquired disease usually on mucous or mueo-cutaneous area of sexual
contact. Confirmation of diagnosis is practicable and should be established
in every instance by finding the spirochete in the lesions or discharges or by
positive serological findings.

Etiological agent.—Treponema pallidum (Spsrochzta pallida).

Source of infection.—Discharges from the lesions of the skin and mucous mem-
branes, the blood of infected persons, and articles freshly soiled with such
discharges or blood in which the Treponema pallidum is present.

Mode of transmission.—By direct personal contact with infected persons and
indirectly by contact with discharges from lesions or with the blood of such
persons, by sexual intercourse chiefly, by kissing,lgi dental and other sur-
gical or technical accidents, congenitally from syphilitic mother through the

placenta.

Incull’ation period.—About 3 weeks, minimum 10 days, occasionally 6 weeks
or longer.

Pertod of communicability.—As long as the lesions are o upon the mucous
membranes or skin, but practically limited to the first 2 years of the disease.

Susceptibility and immunsty.—Susceptibility is universal, esgecially when
moist surfaces of infected and exposed persons are brought into direct
contact. Natural or acquired immunity is not known to exist. One attack
and recoveg does not protect against subsequent infection.

.—Widespread in all regions of the world, regardless of race, climate,
or geography, or of sex or age, Prevalence varies from less than one-half
of 1 percent to 30 percent and over of local ?olgulation. groups, averaging
probably about 5 percent of all the people of North America. Occurs in
sporadic, loeal, or group epidemic, and commonly endemic form. Most
commonly acquired by unmarried males between 20 and 40 years of age.
Oeccurs in about 10 percent of all pregnant women. Most frequent among

Negroes.
Methods of control: .
A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinieal symptoms, con-
firmed by microscopical examination of discharges and by serum
reactions. Diagnosis is essentially a laboratory problem and
treatment should never be instituted without laboratory con-
firmation.

2. Isolation: [Essential for noncooperative patients at least until
surface lesions have healed. o person in the communicable
stage of syphilis should be permitted to engage in occupations of
gzrsonal service in which he or she may infect others with syph-

is, such as those of nurse or nursemaid, domestic servant, bar-
ber, hairdresser, chiropodist, manicurist, bath attendant, masseur
wet nurse. Sexual intercourse should be specifically warn
against and so far as possible prevented for persons with syphilis
until declared to be free from infection, by the physician respon-
sible for treatment of the patient.
X Concllllrrent disinfection of discharges and of articles soiled there-
with. :
Terminal disinfection: None.
Quarantine: None.
Immunization: None.
Investigation of source of infection: Each ease, particularly those
cases of presumably recent origin, as the congenital form of the
disease in infants, and first- and second-stage cases of the ac-

Noma
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uired should be traced to the probable source of infec-
tion, appropriate control and treatment of this spreader of
disease instituted, and further exposed contacts examined for
unsuspected or unreported cases.
B. General measures:

1. Provigsions for accurate and early diagnosis and careful
treatment of infected persons, with due consideration for
privacy of record, consfstent with effective control of the

atient, search for source of infection, and provision for
ollowing cases until cured.

2. Education In matters of sexual hygiene, particularly as to the fact
that continence in both sexes and at ages is compatible with
health and normal development.

3. Repression of commercial prostitution and associated use of alco-
ho};ig tg:verages, by means of the police or other competent
authority.

4. Restriction of advertising of services or medicines for self-treatment
of sex diseases, etc. ’

5. Elimination of the use of common towels, cups, and toilet articles
from public places.

6. Serological as well as clinical examination for syphilis should be
part of the routine prenatal supervision of the expectant mother
and if she is found to be infected, antisyphilitic treatment should
be begun if possible before the end of the fifth month of preg-

nancy.
7. Personal prophylaxis should be advised and be made available for
use immediately after sexual intercourse to those who expose

themselves to infection.

Tetanus

1. Recognition of the disease—An acute infectious disease caused by the toxin
of the tetanus bacillus; characterized by painful muscular contractions, first
ancLErincipa.lly of the masseter and neck muscles, and secondly those of the
trunk; rarely the rigidity is confined to the region of the injury. A histor;

and usually physical evidence of a wound of entry for infection is found.
Bacteriological examination and mouse inoculation may be useful in con-
firmation of diagnosis.

2. Etiological agent.—Tetanus bacillus; Closiridium tetans.

3. Source of iryect ton.—Animal manure, human feces, soil, and street dust.

4. Mode of transmission.—Wound infection.

8. Incubation tod.—Commonly 4 days to 3 weeks, dependent somewhat upon
the character, extent, and location of the wound. Longer periods of incu-
bation have been noted. Subsequent operative interference or local tissue
changes may initiate the activity of quiescent bacilli at even lengthy intervals
after the original wound infection.

6. Period of communicability—Patient not infectious except in rare instances

where wound discharges are infectious.

7. Susceptibility and immunity.—Susceptibility general, but inoculated bacilli

- often fail to produce toxin. Artificial passive immunity for about 10 days’
duration can be relied upon from the use of tetanus antitoxin. An active
immunity may be produced by the use of tetanus toxoid.

8. Prevalence—World-wide distribution, following wound infection. Most fre-
quent in North America among young males and in summer. Prevalent
especially following wounds contaminated with manured soil.

9. M of control:

A. The infected individual, contacts, and environment:
1. Recognition of the disease and reporting: Clinical symptoms may
be confirmed bacteriologically.
2. Isolation: None.

3. Quarantine: None.
4. Immunization: Ordinarily a subcutaneous injection of tetanus

antitoxin (1,500 units) given on the day of the wound. A second
injection within 10 days may be desirable in certain instances.

. Investigation of source of infection: Of cnly academic interest, as
the infecting organism is widely spread, especially through animal
feces, in all inhabited places.

(4]
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6. Concurrent disinfection: None.

7. Terminal disinfection: None.

B. General measures:

1. Educational progaganda such as “‘safety first” campaign, and
‘“safe and sane Fourth of July” campaign.

2. Prophylactic use of tetanus antitoxin where wounds
have been aoquired in regions where tetanus is prevalent,
and in all cases where contaminated material may be em-
bedded in the wound.

8. Remova&l' of all foreign matter as early as possible from all
wounds.

Trachoma

. Recognition of the disease.—A specific destructive chronic inflammation of the

conjunctiva, characterized by formation of granulations, either papillary or
follicular, leading ultimately to formation of scar tissue and deformity of
the eyelids. Microscopic examination of the conjunctival discharges and
gg}-sptiings cannot be relied upon as an aid to diagnosis, but may exclude other
infections. :

. Etiological agent.—Undetermined.
. Source of infection.—Secretions and purulent discharges from the conjunctivae

and adnexed mucous membrares of the infected persons.

4. Mode of transmission.—By direct contact with infected persens and indirectly

by contact with articles freshly soiled with the infective discharges of such

persons.
. Incubation period.—Undetermined.
. Period of communicability.—During the persistence of lesions of the conjunc-

fiv.ae and of the aduexed mucous membranes or of discharges from such
esions.

. Susceptibility and immunity.—Susceptibility is general, greater in children

than in adults and increased by malnutrition, chronic irritation by dust,
wind, exposure to the sun, and by carelessness of personal cleanliness.
Natural or acquired immunity is not known to occur.

. Prevalence—Not uncommon in immigrants from southern and eastern Europe.

Incidence high among mountain population of southern qualachians, and
to an extent of § to 2n5mfercent among plains and Pueblo Indians of the
United States. In Canada the main focus is in southern Manitoba; rare in
white, native born Canadians; in Indians, cases are distributed from Ontario
westward through the gﬁairie provinces and into British Columbia. Cases
most common among children but may occur and persist at any age.

. Methods of control:

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms.

2. Isolation: Exclusion of the patient from general school classes.
Isolation of the patient is not necessary if he is properly treated
and instructed in precautions against spread of secretions of the
eye to others Ill)fy common use of articles.

. Concurrent disinfection of discharge and articles soiled therewith.

Terminal disinfection: None.

. Quarantine: None.

. Immunization: None.

Investigation of source of infection: Careful search should be made
of persons in any way intimately related or exposed to the pa-
tient, particularly members of the household, and play and

" schoolmates. Carriers are not known to occur, but apparently
healed scars of old lesions may be the site of reactivity and
become sources of infection.

B. General measures:

1. Search for cases by examination of school children, or immi-
grants, and among the families and associates of recog-
nized cases; in addition, search for acute secreting disease
of conjunctivae and adnexed mucous membranes, both
among school children and in their families, and treat-
ment of such cases until cured.

2. Elimination of common towels and toilet articles from public places.

Nt
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8. Education in the principles of personal cleanliness and the
necessity of avoiding direct or indirect transference of body dis-

c X

4. Control of public dispensaries where communicable eye diseases are
treated, and creation of special treatment classes where the
disease prevails.

5. Exclusion of infected immigrants at national boundaries, or
preferably at foreign port of embarkation.

6. Routine examination of eyes of children admitted to institu-
tions, or in industrial camps where the disease is prevalent.

7. Under certain conditions in areas of widespread prevalence of the
disease, the prophylactic use of solutions of zinc sulphate (1 per-
cent) or copper sulphate (0.5 percent) may prove a valuable
protective measure for children.

Trichinosis

1. Recognition of the disease—In human beings confined to persons who have
eaten raw or insufficiently cooked fresh pork products, occasionally bear
meat, and characterized by onset of variable intensity according to the
amount of infested meat eaten and the abundance of the trichinae in the
meat. The symptoms of invasion may be mild or of severe gastro-intestinal
disturbance. uscle soreness or pain, edema of face and eyelids, weakness
and distress are accompanied by a marked eosinophilia. Microscopic
examination of the stools for adult worms, and of teased specimen of deltoid
muscle for suspected embryos is helpful. - Occasionally examination of the
uncooked pork will reveal the parasites. -

. Etiological agent.— Trichinella spiralis.

. Source of infection.—Uncooked or insufficiently cooked pork, rarely meat of

other animals.

. Mode of transmission.—Direct from meat to man through consumption of

undercooked infected pork products.

. Incubation period.—Variable; usually about 1 week.

6. Period of communicability.—Disease is not transmitted by human host to man.

7. Susceptibility and immunity.—Susceptibility is general. Neither natural nor
acquired immunity is known to occur.

8. Prevalence.—World-wide, but uncommon. No selection by age, sex, race,
region, season, or climate except as these affect the custom of eating the
insufficiently cooked flesh of infested hogs or other animals.

9. Methods of control:

A. The infested individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms,
confirmed by microscopical examination of blood for eosinophilia,
and about the third week for encysted larvae in muscle tissue.

. Isolation: None.

Conctn;lrrent disinfection: Sanitary disposal of the feces of the
patient.

. Terminal disinfection: None.

Quarantine: None.

Immunization: None.
Investigation of source of infection: Every effort should be made

to trace each case to a definite or probable source of raw or under-
cooked pork. Where hogs are fed on, or have access to, human
offal, and human beings eat insufficiently cooked fresh pork
products, there is an endless sequence of infestation and rein-
festation of hog and human.

B. General measures:

1. Inspection of slaughtered hogs for the detection of trichinosis
(rarely found unless muscles are heavily infested).

2. Thorough cooking of all pork products at a temperature of
160° F. or over.

8. Refrigeration of pork at 5° F. for 20 days.

4. Extermination of rats, expecially around meat shops and slaughter
houses and hog pens.

5. Cooking swill and offal which is to be fed to hogs.

(AT N -
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Tuberculosis, Pulmonary

1. Recognition of the disease.—Evidence of present or past infection in the absence
of clinical symptoms can be determined by a variety of specific tuberculin
reactions, among which the Mantoux intradermal test is the most rcliable.
In the presence of early constitutional symptoms with or without pulmonary
gigns, the existence or location of Rruﬁmonary or other thoracic lesions can
best be revealed by the X-ray. en fever, cough, loss of appetite and
weight, and physical signs on auscultation and percussion are found, the
glulmonary lesion is already well developed. Discovery of tubercle bacilli

the sputum confirms the diagnosis not infrequently in early cases but is
an evidence usually of a well-advanced lesion. ®

2. Etiological agent—Tubercle bacillus (human), Mycobacterium {tuberculosis
(hominis). Tubercle bacilli of bovine type have been isolated from pulmo-
nary lesions in man; avian li}]ype rarely.

3. Source of infection.—The specific micro-organism present in the discharges, or
articles freshly soiled from the discharges, from any open tuberculosis
lesions, the most im%ortant discharge being sputum. Of less importance
are discharges from the intestinal and genitourinary tracts, or from lesions
of the lymph nodes, bone, and skin.

4. Mode of transmission.—Usually through the discharges of the respiratory tract,
occasionally through those of the digestive tract, by direct or indirect
contact with infected persons, by means of coughing, sneezing, or other
droplet infection, by kiseing, by the use of contaminated eating and drinking
utensils, and possibly by contaminated flies and dust. Infection rarely
ocecurs from casual contact, but usually results from the continued type of
exposure characteristic of family relationships.

5. Incubation period—Variable and dependent upon the type of the disease.

6. Period of communicability.—As long as the specific micro-organism is elimi-
nated by the host. Commenees when a lesion becomes an open one, i. e.,
discharging tubercle bacilli, and continues until it heals or death occurs.
The degree of communicability varies with the number and virulence of
the bacilli discharged, the frequency of exposure, and the susceptibility of
the persons-exposed.

. Susceptibility and immunity.—Susceptibility is general; in children greater
than in adults; in aboriginal races more than among races long exposed to
the disease; in the undernourished, fatigued, and neglected more than in
the well fed and well cared for; in those exposed to dusty trades, and in
particular to silica dust, more than in persons with outdoor occupations in
clean air. Resistance of some degree is developed by age and by the main-
tenance of good nutrition. .

8. Prevalonce—Among the most common communicable diseases of man, with
but slight variations of occurrence of infection, although considerable varia-
tion in mortality rate according to race. At present in some modern
occidental nations its incidence as a disease has fallen markedly, and both
incidence and deaths continue to fall from year to year. Infection occurs
more commonly in childhood (from infancy to adolescence) than at later
ages. Mortality highest among males between 25 and 40 and among
females about 5 years earlier. Aboriginal races when first exposed develop
the disease in a rapidly fatal form.

-~

9 Tuberculosis in children: A distinction should be made between the childhood type and the adult type
of tuberculosis because of medical and epidemiological differences. “The childhood type of tuberculosis
is the name adopted to describe the diffuse or circumscribed lesions in the lungs and associated tracheo-
‘bronchial l.ymg‘l:lslands that result from a first infection of the pulmonary tissue with the tubercle bacillus’
(Diagnostic S ards, National Tuberculosis Association). The chief difference between the childhood
type and the adult type is that the formerrepresents the reactions caused by the tubercle bacillus in unsensi-
tized tissue while the latter is a reinfection of sensitized tissue. The childhood type is usually benign,
but is of significance because it is often the precursor of the adult type of pulmonary tuberculosis.

Prom the medical standpoint, the childhood type of tuberculosis is of the greatest significance during the
first 3 years of life, and from the ages of 12 to 18 years. In school children it can be detected by routine appli-
-eation of the tuberculin test and X-rays of the positive reactors. School children with this of tubercu
losis do not usually need hospitalization if in good physical condition, living in a satisfactory home, 2nd no
longer exposed to a source of infection. They should have an annual roentgenogram of the chest for the
remainder of their school life to detect further signs of advancing tuberculosis. Ifsuch routine examination
.of school children includes examination of family contacts of all cases of childhood type of tubsrculosis it
becomes an effective method for the discovery of the cases of pulmonary tuberculosis in adults who are
unrecognized sources of infection.
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9. Mcthods of control:
A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: 1}38' thorough physical
examination supplemented by use of the X-ray and tuberculin
testing when neeessary and confirmed by bacteriological exami-
nation of sputum and other materials. Early discovery in con-
tacts, particularly in family groups exposed to an open case of
tuberculosis (‘“‘positive’” sputum), is of great importance.

2. Isolation of such ‘““open” cases as do not observe the precautions
necessary to' prevent the spread of the disease may prove
advisable. A period of hospital or sanatorium treatment is very
desirable in all cases to remove the patient as a focus of infection
in his home, and to teach him the hygienic essentials of tubercu-
losis control as well as to increase his chances of recovery.1°

8. Concurrent disinfection: Of sputum and articles soiled with it.
Particular attention should be paid to prompt disposal or disin-
fection of sputum itself, of handkerchiefs, cloths, or paper soiled
therewith, and of eating utensils used by the patient.

4. Terminal disinfection: Cleaning and renovation.

8. Quarasntire: None.

6. Immunization: None.

7. Investigation of source of infection: In spite of the length and
uncertainty of the incubation period and the numerous possible
sources of infection, a systematic effort should be made to dis-
eover the probable source in each case and to identify other cases
of the same origin,by thorough examination by X-ray, physical
examination, and where appropriate by tuberculin test of family
and household contacts.

B. General measures:
1. Edueation of the public in regard to the danger of tuberculosis, the
mode of spread and the methods of control, with especial
stress upon the danger of exposure and infection in early child-

ood.

2. Provision of dispensaries and visiting-nurse service for discovery of
early cases and supervision of home cases.

Provision of adequate sanatorium facilities for isolation and
treatment of active cases. Two bads per annual tubercu-
losis death in the community is an adequate ratio.

Provision of open-air schools and preventoria for infected ehildren
not yet showing clinical signs of the disease.

Improvement of housing conditions and nutrition of the poor.

Elimination of silica dust in certain industrial establishments.

Improvement of habits of personal hygiene and betterment of
living conditions among the underprivileged. .

Separation of babies from tuberculous mothers at birth.

Pasteurization of all milk supplies.

Eradication of tuberculosis in cattle.

. Where the disease is endemic and the incidence high particularly

among little children, the routine use of B. C. G. vaccine in
infancy for active immunization has been suggested.

®
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Tuberculosis, Other than Pulmonary

1. Recognition of the disease.—By local manifestations, by constitutional reactions,
by specific reactions, and by microscopic identification of the tubercle bacil-
lus in the lesions or their discharges.

2. Etiological agent.—Tubercle bacillus (human and bovine), Mycobacterium
tuberculosts (hominis et bovis).

8. Source of infection.—Discharges from mouth, nose, bowels, and genito-urinary
tract of infected human beings; the discharging lesion of bones, joints, and
lymph glands; articles freshly soiled with such discharges; milk from tuber-
culous cattle.

4. Mode of transmission.—By direct contact with infected persons, by contami-
nated food, and possibly by contact with articles freshly soiled with the

discharges of infected persons.

10 Collapse therapy” is oftan of value in appropriate cases of the disease in shortening the period of
eommunicability, as well as in reducing the ease fatality.
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5. Incubation pertod.—Unknown.

6. Period of communicability.—Until discharging lesions are healed.

7. Susceptibility and tmmunity.—(See statement under this heading in Pulmonary
tuberculosis.)

8. Prevalence.—Much less common than the pulmonary form and more rapidly
falling in incidence, representing about 10 percent of total cases and deaths
from the disease. Especially common in infants and young children where
intimately exposed to parent infection and to bovine infection through unpas-
teurized milk from tuberculous cattle.

9. Methods of control: :

A. The infected individual, contacts and environment.

1. Recognition of the disease and reporting: Clinical signs and symp-
toms confirmed by bacteriological and serological examinations.

2 Isolation: None.

3. Concurrent disinfection: Discharges and articles freshly soiled
with them.

4. Terminal disinfection: Cleaning.

5. Quarantine: None.

6. Immunization: None.

7. Investigation of source of infection: Search should be made for
possible original source in family, household, or other intimate
contacts, and to discover previously unrecognized cases of similar
origin, such a search to be aimed at discovery of infected but
latent or arrested cases as well as those showin%ean active pro-
cess. Special inquiry and investigation should made to dis-
cover possible source of bovine tubercle infection where unpas-
teurized milk has been used in the family or particularly used
uncooked, by the patient.

B. General measures:

1. Pastet::ization of milk and milk products and inspection of
meats.

2. Eradication of tuberculosis in dairy cattle.

3. Patients with open lesions should be prohibited from handling foods.

4. Adequate hospital, sanatorium, preventorium, and out-
patient facilities for discovery, control, and clinical man-
agement.

Tularaemia

1. Recognition of the disease.—Whether the disease is acquired by the bite of the
blood-sucking horse fly or the wood tick or from an infected abrasion or
skin trauma or infected conjunctiva, or by ingestion of insufficiently cooked
meat of infected rabbits, the onset is sudden, with pains and fever, and the

tient is usually prostrated and confined to bed. If the disease follows a
ite or a conjunctival infection or an infection through the skin, the lymph
g]:}lds draining the area become swollen and tender and suppurate in about
the cases. The fever is of 3 to 4 weeks’ duration, and the convalescence
slow. The clinical disgnosis may be confirmed by animal inoculation,
isolation of cultures, and agglutination reactions.

2. Etiological agent.—Bacterium tularense (Pasteurella tularensis).

3. Source of infection.— Wild rabbits and hares, horse fly (Chrysops discalis), wood
tick (Dermacentor andersoni and Dermacentor variabilis), woodchuck, coyote,
muskrat, opossum, tree squirrel, quail, skunk, water rat of Europe (Arm'cola
amphibus), cat, deer, dog, fox, hog, sage hen, and bull snake.

4. Mode of iransmission.—By bites of infected flies and ticks and by inoculation
through handling infected animals, as in skinning, dressing, or performing
necropsies on infected animals, or by fluids from infected flies, ticks, rabbits,
and woodchucks. Ingestion of insufficiently cooked rabbit meat. Rare
cases occur from bites of coyotes, skunks, hogs, cats, and dogs, where the
mouth of the animal was presumably contaminated from eating infected

rabbits.
5. Period of incubation.—From 24 hours to 10 days, average slightly more than

3 days.
6. Period of communicability.—There is no authentic record of transfer of the
i from man to man. The infection has been found in the blood of
man during the first 2 weeks of the disease; in conjunctival scrapings up to
17 days; in the primary lesion on the finger up to 21 days; in the sputum on
the twelfth day; in lymph glands up to 5 months; in ascitic fluid (taken
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during life) 3 months after onset; in pleural fluid 4 months after onset;
in spinal fluid 16 days after onset; in the spleen taken at auto up to 30
days. Flies are infective for 14 days; ticks throughout their li}:: me. Re-
gng:eirated rabbits kept constantly frozen at —15° C. may remain infective
or 3 years.
7. Suwopu}l:ilay and immunsty.—All ages are susceptible. Permanent immunity
follows recovery from an attack. An immune person may acquire through
. an abrasion on his hand and by contact with virulent material, a local tularae-
mic papule which harbors virulent organisms but does not cause notable
constitutional reaction.
8. Prevalence.—The disease has been found in every State of the United States
exce;ét Vermont and Connecticut, also in Canada, Japan, Russia, Norway,
and Sweden. It occurs every month of the year, but especially during the
hunting season. The case fatality is about 5 percent.
9. Methods of control:
A. The infected individual, contacts and environment:
1. Recognition of the disease and reporting: Human cases should be
reported to the health department.
. Isolation: None.
. Concurrent disinfection: Disinfection of discharges from the ulcer,
}gmph glands, or conjunctival sac.
'erminal disinfection: None.
Quarantine: None.
. Immunization: None.
. Investigation of source of infection should be undertaken in each
case. .

B. General measures:
1. Avoidance of the bites of, or handling of, flies and ticks when working

in the infected sones during the seasonal incidence of blood-suck-
ing flies and tioks.

2. The use of rubber gloves by persons el:gaged in dressing wild
rabbits wherever taken, or when performing necropsies on
infected laboratory animals. Employment of immune persons
for dressing wild rabbits or conducting laboratory experiments.
Thorough cooking of meat of wild rabbits.

Typhoid Fever

1. Recognition of the disease—A general infection with the typhoid bacillus,
characterized by a continued fever, and by involvement of the lymphoid
tissues especially with enlargement and often ulceration of Peyer’s patches,
enlargement of the spleen, usually rose spots on the trunk, diarrheal dis-
turbance, and a variety of severe constitutional disturbances accompanying

hymatous involvement of various viscera. The infecting micro-

NOoue  ww

parenc
organism can be found in the blood, the feces, and the urine.
Etiological agent.—Typhoid bacillus, Eberthella typhs.

A logical

. Source of infection—Bowel discharges and urine of infected individuals.
Healthy carriers are common.

. Mode of iransmission.—Conveyanee of the specific micro-organism by direct
or indirect contact with a source of infection. Among indirect means of
transmission are contaminated - water, milk, and shellfish, and probably

flies.

. Incubation period.—From 3 to 38 days, usually.7 to 14 days.

. Period of communicability —From the appearance of prodromal symptoms
throughout the illness and relapses during convalescence, and unti repeated
bacteriological examinations of the discharges show continuous absence of

the infecting organism. . .
7. Susceptibility and immunity.—Susceptibility is-general. Natural immunity
' exists to some extent in adults. ‘Acquired immunity of permanent duration
usually follows recovery from the disease. Artificial active immunity of
probably 2 years’ duration can be developed by the use of typhoid vaccine.

8. Prevalence—Widespread throughout the world regardless of race, age, sex,

climate, or geography. Formerly in most large cities of North America

and in many extensive rural areas in endemic and epidemic form, and still
endemic in some rural areas of the southern United States but commonly
now occurring in sporadic cases and as small contact and carrier epidemics.

Steadily falling in incidence, particularly in all urban areas supplied

(o] ]
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with water of a sanitary quality and pasteurized milk, and where human
f(;calw wasi%e is disposed of without polluting water supplies, food, or surface
o soil.

9. Methods of control:
A. The infected invididual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms con-
firmed by specific agglutination test and baocteriological exam-
ination of blood, bowel discharges, or urine.

2. Isolation: In fly-proof room, preferably under hospital conditions,
of such cases as cannot command adequate sanitary environment
and nursing care in their homes. Release from isolation should
be determined by two successive negative cultures of stool and
urine specimens collected not less than 24 hours apart.

8. Concurrent disinfection: Disinfection of all bowel and
urinary discharges and articles soiled with them.

4. Terminal disinfection: Cleaning.

5. Quarantine: None.

6. Immunization: Of susceptibles in the family or household of the
patient who have been exposed or may be exposed during the
course of the disease.

Y. Investigation of source of infection: The actual or probable source
of infection of every case should be determined by searching for
common and individual sources (1) polluted water, milk, shell-
fish, and other food supplies, (2) unreported cases and carriers.

B. General measures:

1. Protection and purification of public water supplies.

. Pasteurization of public milk supplies.

Limitation of collection and marketing of shellfish to those from
approved sources.

. Sanitary osal of human excreta.

Supervision of other food supplies, and of food handlers.

. Prevention of fly breeding.

Extension of immunization by vaccination to persons subject to
unusual exposure by reason of occupation or travel, to those
living in areas of high endemie¢ incidence of typhoid fever and to
those for whom the procedure can be systematically and eco-
nomically applied, as in the military forces and institutional
populations.

8. Discovery and supervision of such typhoid carriers, and their
exclusion from the handling of foods, as epidemiological and
bacteriological evidence indicate are of importance.

9. Exclusion of suspected milk supplies on epidemiological evidence
pfer;gmlgnﬂk discovery and elimination of the cause of contamination
of the .

10. Exclusion of suspected water supply, until adequate protection or
purification is provided unless all water used for toilet, cooking,
and drinking purposes is boiled before use.

11. Education of the general public and particularly of food handlers,
concerning the sources of infection, and modes of transmission of
the disease.

12. Instruction of convalescents and chronic carriers in personal hy-

gielllle, particularly as to sanitary disposal of fecal waste, and

dwashing after use of toilet, and restraint from acting as
food handlers.

aS ok 0w

Typhus Fever

1. Recognition of the disease.—Whether in the classical and severe epidemic form
of the louse-transmitted disease or in the mild flea-borne and sporadic type,
the onset is variable, often being sudden and marked by headache, chills,
fever, and general pains, and a macular eruption on the fifth or sixth day,
toxemia, and a quite definite course terminating in rapid lysis after 12 to
21 days. A positive Weil-Felix reaction is valuable as confirmation of the

diagnosis.
2. Etiological agent.—Rickeltsia prowazeki is believed to be the causative agent.
3. :S'o‘t:fce gd 1 et:ion.—The only known source is the blood of infected persons or
ected ra
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Mode of transmission—The infectious :?ent is transmitted from man to
man by lice (Pediculus corporis) and from rat to rat or man by fleas
(Xenopsylla cheopis).

Incubation pertod—From 5 to 20 days, most often 12 days.

Period of communicability—In the presence of lice, highly communicable
until 36 hours have elapsed after the temperature reaches normal.

Susceptibility and tmmunity.—Susceptibilily is general. One attack con-
fers immunity, which is not always permanent.

Prevalence—Widespread. Flea-borne typhus predominantly in late sum-
mer and fall; louse-born predominantly in winter and spring. The case
i:tgty of ﬁfa-bome $yphus is 2 percent, and of louse?»me typhus 20

percent. °

. Methods of control:

A. The infected individual, contacts and environment:
1. Recognition of the disease and reporting: Cases should be promptly
reported to the health authorities.

. Isolation: In a vermin-free room.

Concurrent disinfection: Destroy all lice and louse eggs on the
clothing or in the hair of the patient.

Egrmin:ll disiflfetc]:ion: None. i .
arantine: In the presence of lice, exposed susceptibles should be
quarantined for lg days after last exposure. P

Immunization: Methods not yet available for general application.

Investigation of source of infeetion: Particular attention should
be paid to patient’s eontact with rats, and with louse-infected
persons or clothing.

B. General measures: The elimination of rats.

C. Epidemic measures: Delousing of persons, clothing, and premises.

Undulant Fever (Brucellosis)

Recognition of ihe disease.—A general infection with gradual or insidious onse$
and characterized by irregular fever of uncertain but often prolonged dura-
tion, profuse sweating, chills (or chilliness), pain in joints and muscles.
Agglutination test and identification of the infecting micro-organism in the
bleod, tissues, or discharges of the patient are valuable aids in diagnosis.

Ne oe e

. Etiological agent.—Brucella melitensts (Alkaligenes melitensis, Micrococcus

melstensis); Brucella abortus (Alkaligenes abortus); Brucella suis.
Source of infection.—The tissues, blood, milk, and urine of infected animals,

especially goats, cattle, and swine.
Mode of tranmiséion.—ﬁy ingestion of milk from infected animals and by

direct contact with infected animals or animal products.
Incubation period.—Six to 30 days or more.

. Period of communicability —Practically not communicable from person to

gerson. From the onset of the disease until the micro-organism is no longer
‘ound in the urine, usually 90 days, with a range of 20 to 300 days.

. Susceptibility and immunity.—Busceptibility is not general, as most persons

have some degree of natural immunity, especially to the abortus varieties
of the infecting agent, or they have acquired such partial immunity by
ingestion of small doses of these. Immunity uncertain.
Prevalence.—Occurs more often in males than in females, and particularly in
persons whose occupation brings them into relation with milk cows or goats,
and in persons using unpasteurized milk of cows or geats. Found in every
one of the United States and in Canada and affecting persons of any race.
Occurs most often in the months of May to October. Many cases of &

mild type doubtless occur without record.

9. Methods of control:

A. The infected individual, contacts and environment: . .

1. Recognition of the disease and reporting: The clinical picture and
particularly the undulant character of the fever, supplemented
by exact determination through the use of agglutination tests
and bacteriological examination of the blood and urine for the
infecting micro-organism.

2. Isolation: None.
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1.

3.

50
6.

Incubation period.—Commonly

8. Concurrent disinfection: Unnecessary in presence of ordinary sani-

precautions.

4. Terminal disinfection: None.

5. Quarantine: None.

6. Investigation of source of infection: Human cases should be traced
to the common or individual source of infection, almost univer-
sally infected domestic goats, or cows, or the unpasteurized milk
products from these.

B. General measures:

1. Pasteurization of milk whether from cows or goats.

2. 8earch for infection among livestock by agglutination reac-
tion and elimination of infected animals from the herd by
segregation or slaughter. )

8. Education of the public and particularly workers in slaughter
houses, packing houses, and butcher shops, as to the nature of the
disease, the mode of transmission, and the danger of handling
carcasses or products of infected animals.

Whooping Cough (Pertussis)

Recognition of the disease.—An acute infection involving trachea and bronchi

and characterized by an initial catarrhal stage with slight fever, and a
paroxysmal stage in which the paroxysmal cough ends in a sonorous or
whooping inspiration often accompanied by vomiting. Identification of
the Bordet-Gengou bacillus in the tenacious tracheo-bronchial mucus can
be made in a high percentage of cases during the early and paroxysmal
stages of the disease before the whoop develops, and less readily from the
fourth to the sixth week after the onset of the disease by the use of special
cough culture plates held before the mouth during a spontareous or induced
paroxysm of cou hin%. A definite lymphocytosis in the pre-paroxysmal
stage may assist the clinical diagnosis.

Etiological agent.—Pertussis bacillus of Bordet and Gengou, Hemophilus

pertussis.

Source of infection.—Discharges from the laryngeal and bronchial mucous

membranes of infected persons.

Mode of transmission.—Contact with an infected person, or with articles

freshly soiled with the discharg7es of such person.
days, almost uniformly within 10 days,
and not exceeding 16 days.

Period of communicability.—Particularly communicable in the early catarrhal

stage before the characteristic whoop makes a clinical diagnosis possible.
The eatarrhal stage occupies from 7 to 14 days. After the characteristic
whoop has appeared, the communicable period continues certainly for 3
weeks. Even if the spasmodic cough with whoop E:rsists longer than this
it is most unlikely that the infecting organism can be isolated from the dis-
charges. The communicable e must be considered to extend from 7
days after e: ure to an inf individual to 3 weeks after the develop-
ment of the characteristic whoop.

Susceptibility and immunily.—Susceptibility is general. There is no natural

immunity. The greatest susceptibility is in children between 6 months
and 5 years of age, after which there is some decrease. One attack confers
a definite and prolonged immunity, although second attacks do occur. A
brief passive immunity may be conveyed to young children by convalescent
serum or adult whole blood. Artificial immunity is still of doubtful value
and as yet of no definite reliance. Susceptibility is apparently higher in
females at all ages than in males.

Prevalence.—Very prevalent, and a common disease among children every-

where regardless of race, climate, or geographical location. About half the
reported cases in cities are in children under 5 years of age, and 90 percent
in children under 10. Incidence and fatality rates are higher among females.
Somewhat less prevalent in tropical than in temperate climates. Seasonal
incidence variable, but mortality higher usually in spring months in
North America. (chh'cal occurrence irregular.

. Methods of control:

A. The infected individual, contacts and environment:
1. Recognition of the disease and reporting: Clinical sy:aptoms,
supported by a differential leucocyte count, and confirmed where
possible by bacteriological examination of bronchial secretions.
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A positive diagnosis may be made by bacteriological examination

of E"yngeal discharges as early as 1 week before the development
of the characteristic cough.

2. Isolation: Separation of the patient from susceptible children, and
exclusion of tl!;zémtient from school and public places for the
period of assu infeotivity. It is of particular importance to
protect children under 3 years of age against contact with any
other children with cough and fever, of whatever origin, and
especially if whooping cough is suspeoted or is known to be
prevalent. Isolation of children over 2 years of age is im-
practicable, and even in those under 2 should not be insisted
upon at the expense of fresh air in the open if weather permits.

8. Concurrent disinfection: Discharges from the nose and throat

of the patient and articles soiled with such discharges.

Termmt: a}; disinfection: Cleaning of the premises used by the

patient.

tine: Limited to the exclusion of nonimmune children

from school and public gatheri for 10 days after their last
exposure to a recognized case. precaution may be omitted
if exposed nonimmune children are observed with care by a
physician or nurse on their arrival at school each day for 10 .
days after their last exposure to a recognized case.

6. Immunization: Use of prophylactic vaccination is recommended
by some observers, but is still considered to be of doubtful
reliability. .

7. Investigation of source of infection: An effort should be made to
discover undiagnosed and unreported cases, with the main
object in view of ﬂmtecting young children from exposure,
and thus reducing the mortality. Postponement of the age of
infection at least until school age and great care in the manage-
ment of the disease in young children offer some hope of reduc-
ing deaths from whooping cough although reduction of incidence
by any means appears unlikely. Carriers in the exact sense
of this term are not known to occur.

B. General measures: Education in habits of personal cleanliness and in
the dangers of association or contact with those showing catarrhal

symptoms with cough.
Yellow Fever

1. Recognition of the disease.—Clinical diagnosis usually rests upon sudden onset,
fever, prostration, slow pulse in relation to body temperature, severe head-
ache and backache, congestion of mucous membranes, black vomit, bleed-
ing gums, and late jaundice, with brief duration of illness. Pronounced
albuminuria and leukopenia are characteristic. A history of possible bites
of infected mosquitoes is corroborative but absence of such or even failure
to find Aédes aegypti mosquitces in the vicinity dees not necessarily excluce
the diagnosis. Almost symg{tomless and certainly unrecognizable cases of
this infection occur among Negro races in Africa.

2. Etiological agent.—A specific filterable virus.

3. Source of infection.—The blood of infected persons.

4. Mode of transmission.—By the bite of infected Aédes aegypti mosquitoes, and
of a few allied species. (It is not yet certain that some other suctorial
insect may not be capable of acting as the transmitter.)

5. Incubation period.—Three to six days, rarely longer.

6. Period of communicability —First 3 days of the fever, possibly 4. High
degree of communicability where infected mosquitoes abound and there
are many susceptible persons. -

7. Susceptibility and immunity.—Recovery from an attack of the disease is
regularly followed by immunity, apparently for life. There is no natural
immunity. Artificial immunity may be develoKed by the use of con-
valescent serum. The duration of this is brief. Artificial active immunity
may be developed by the use of modified living virus and human immune
serum. The duration of this is uncertain but it apparently lasts for several

years. S
8. Prevalence.—Very rare in North America and insular possessions. Not known
in the Paciﬁc%a’sin. No case in North America or Puerto Rico for many

years.

Lo
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9. Methods of control:
A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting. Clinical symptoms.

2. Isolation: Isolate from mosquitoes in a spec hospital
ward or thoroughly screened room. It is necessary that
the room or ward should be freed from mosquitoes by
fumigation, trapping, or highly responsible collection and
destruction of the insects. Isolation necessary only for
the first 4 days of the fever. )

3. Concurrent disinfection: None. ,

4. Terminal disinfection: None, except for the purpose of destroying
mosquitoes in the house occupied by the patient and in the
nearest neighboring dwellings, usually best by gaseous
fumigation.

5. Quarantine: None.

6. Immunization: None. .

7. Investigation of source of infection: Human carriers are not known

to exist. Search for undiscovered mild and unreported cases of
illness resembling .yellow fever, and systematic testing of im-
munity in groups related in time and proximity to the case in
iuestion are of epidemological importance. Search for the

édes aegypli mosquito and other species believed to be capable
of transmitting the infection should be particularly thorough
in the vicinity of places of residence, work, or travel of known

. cases of the disease. .
B. General measures: i .

1. Eliminate breeding of Aédes aegyptt mosquito throughout
the community by organized service of inspection and
sanitary control.

2. An inspection service for discovery of those ill with the disease is
desirable whether the disease occurs in the classical, mild, or .
atypical form.

‘Supplementary List B

Communicable diseases or infestations occurring in the United States, and
Canada, and in the insular possessions, but for which notification to the health
authorities is not everywhere required. )

Ascariasis. Pediculosis.
Coccidioidal granuloma. Rat-bite fever (sodoku).
Common cold. . Relapsing fever.
is. Ringworm.
Icterohemorrhagic jaundice (Weil's | Scabies.
disease). Schistosomiasis.
impet]ilso conli;lagiosa. : (fogui ;inoent’s infection (angina, stomatitis).
ymphogranuloma venereum (ingui- | Yaws.
nare) and climatic bubo.

Ascariasis

1. Recognition of the disease.—Unless the worm presents itself at some body orifice
or its presence can be inferred from evidence of its location in the tissues of
the body, the clinical picture is of little if any diagnostic value. The diag-
nosis usually depends on identifging ascaris eggs in the stools.

2. Etiological agent.—The large round worm of man, Ascaris lumbricoides.

3. Source of infestation.—Excreta of infested persons, particularly children, and
articles soiled with such excreta in and about houses lacking facilities for
sanitary disposal of human wastes.

4. Mode of iransmission.—By direct or indirect transmission of the embryonated
eggs from soil or other polluted material to the mouth. The embryonated
eggs hatch in the intestinal canal, penetrate the wall, and reach the lungs
b{ the circulatory system. Most of those which reach the lungs in the
blood stream move into the air p es, throat, and stomach, and thence
to the small intestines. Pollution of soil may be carried by shoes into
houses, conveyances, and to some distances. =~

5. Inci:fbat::tr; period.—Worms reach maturity in the body about 2 months after

estation. v :
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8. Period of communicability.—As long as mature female worms live in the intes-
tine. The “productiOn of about 200,000 eggs a day permits a wide spread
of fecal pollution even when the infestation is light.

7. Susceptibility and c'mmum’ty.—-Susceptibilitge is general and even relative
immunity to repeated infestation cannot be relied upon.

8. Prevalence.—High incidence of infestation is found where low standards of
personal hygiene, lack of sanitary essentials, poverty, and ignorance create
the conditions necessary for pollution of soil in the immediate vicinity of
houses. Children of the runabout and early school age are likely to be
m?xlﬁs frequently and more heavily infested than are older children and

adults.
9. Methods of control:
A. The infested individual, contacts, and environment:

1. Recognition of the disease on stool examinations in cases with
clinical symptoms and in carriers exhibiting no symptoms of
infestation.

. Isolation: None.

Concurrent disinfestation: Sanitary disposal of feces, and washing
hands in soap and water after defecating and before eating.

. Terminal disinfestation: None.

Quarantine: None.

. Isolation: None.
. Investigation of source of infestation: Individual and environmen-

tal sources of infestation should be sought for in the persons and
premises of the patient’s family particularly.
B. General measures:
Education in, and where practicable, requirement of, sanitary dis-
fosal of human excreta, to reduce to a minimum the possibility of pol-
ution of the surface of the ground, particularly where young childre:

NSOk N

are certain to play near their home.
Make it easy for children to learn and practice the necessary
hygienic habit of washing hands after defecation and before eating.

Coccidioidal Granuloma

1. Recognition of the disease—Commencing as a small, slowly extending papule
appearing upon some nonhealing trivial wound, the characteristic lesion
becomes a pustule which develops into a papillomatous base with many
minute abscesses. Soreness and pain accompany the extension of the
process. When the lesion develops in the lungs from inhaling spores, the
condition resembles pulmonary tuberculosis. Identification of the infecting
organism in the fresh discharges, pus, etc., by bacteriological examination
and laboratory animal inoculation, confirms the diagnosis.

2. Etiological agent.—Coccidioides immitis.

8. Source of infection.—Soil and vegetation contaminated by discharges and with
the spores of the micro-organism.

4. Mode of transmisston.—Through wounds of the skin smeared with contami-
nated soil or vegetation. In laboratories the inhalation of spores from dried
soil and vegetation.

5. Incubation period.—Not determined.

6. Period of communicability.—As long as open lesions persist. Direct communi-
cation from person to person of little if any importance.

7. Susceptibility and tmmunity.—Susceptibility general when broken skin coin-
cides with exposure to contaminated soil and vegetation. Immunity does
not develop after an attack, nor are there means of artificial immunity.

8. Prevalence.—Limited to sporadic cases in adult males, regardless of race,
almost exclusively in California in North America. No special seasonal dis-
tribution. Case fatality nearly 100 percent.

9. Methods of conirol:
A. The infected individual, contacts, and environment:
1. Recognition of disease and reporting: Clinical characteristics and
bacteriological confirmation.

2. Isolation: None.
3. Concurrent disinfection: All discharges from skin lesions of the in-

fected individual, from necrotic lymph nodes, the sputum, and
articles soiled with these.

1870°—35—4
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4. Terminal disinfection: Not important.

5. Quarantine: None; neither contacts nor ecarriers are known to be
spreaders of the disease.

6. Investigation of source of infection: Not indicated and unprofitable
except as a research effort.

B. General measures: None, other than eduecation of persons generally in
California that agricultural workers and laborers should have prompt
treatment of skin wounds. Laboratory workers should exercise par-
tioular care in handling cultures of the infecting micro-organism and
dried material which may contain its spores.

Common Cold

1. Recognition of the disease.—An acute catarrhal affection of the upper resgiratory
tract, usually accompanied by a slight rise of temperature on the first day
and chilly sensations with coryza, and general indisposition or lassitude
lasting 2 to 7 days.

. Etiological agent.—A filterable virus.

. Source of infection.—Di from nose and mouth of infected persons.

. Mode of transmission.—Usually directly by coughing, sneezing, and explosive
manner of speech by which droplets are cast out into the air from the infected
person to be inhaled by, or impinged on the face of, susceptible persons
within short range of 3 feet or so; also by hand to face transfer of discharges,
and indireetly by handkerchiefs, eating utensils, or other articles freshly
soiled by discharges of the infected person.

5. In;u2bgtion period.—Probably between 12 and 48 hours; possibly as long as

ours.

6. Period of communicability.—While the virus remains in the discharges, an
undetermined period, but believed to be limited to the early stages of the
disease and probable no longer than a week from the onset.

7. Susceptibility and tmmunity.—Susceptibility universal. A period of at least
relative immunity follows an attack of the disease and appears to be effective
for a month or so.

8. Prevalence.—Most persons, except those living in amall isolated communities,
have one or more colds each year. The incidence does not vary materially
according to age, sex, race, or occupation, but incidence appears to be highest
in children under 5 years of age.

9. Methods of control:

A. The infected individual, contacts, and environment:

1. On recognition of the (Fremonitory or early stage of a ‘““cold”’ the
infected person should avoid direct and indirect exposure of others,
icularly little children, feeble or aged persons, or persons suf-
ering from any other illness.
2. Isolation: Such modified isolation as can be accomplished by rest in
bed for 1 or 2 days is to be advised.

. Concurrent disinfection: The disposal of nasal and mouth discharges
by the use of soft paper, by burning or putting in the toilet, or
otherwise, t0 avoid eontamination of hands and articles of com-
mon use, is to be urged.

. Terminal disinfection: None, except airing and sunning room and

bedding.

Quarantine: None.

. Immunization: None.

Investigation of source of infection: Unprofitable except as a

research project.

B. General measures:

1. Education in the refinements of personal hygiene and disposal of
nose and mouth secretions.

2. Maintenance of good bodily resistance by regular use of fresh air
by day and by night, outdoor exercise, sufficient rest to avoid con-
scious fatigue, a balanced diet, regular bowel evacuation, and
elothing appropriate to climate and use.

Filariasis
1. Recognition of the disease.—Inflammatory phenomena, recurrent adenitis,
lymphangitis and fever, obstructive manifestations, eleghantiasis, varicose

lymph glands, superficial lymph varices, hydrocele, lymph scrotum, chyluria,
ula. Discovery of embryos in night blood (mierofiliariae).

[ 1)
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Etiological agent.—Animal parasite of class Nematoda. Five species are
known to infect man; filariasis is usually understood to indicate infection
vsnt:l;esWucherena bancrofts. This is the only species reported in the United

8. Source of tnfection.—The embryos circulating in the human blood of infected

rsons.
ode of transmisston.—By various mosquitoes of which Culex winquefasciatus
(United States and West Indies) and Aédes vartegatus (Western Pacific
Islands) are most notorious. Embryo filaria develops to a larva in mosquito.
When the mosquito bites, the parasites are deposited on the skin, which
they penetrate.

. Incubation period.—A few months to many years.

Period of communicability.—Fourteen to twenty-one days after larvae have
developed in the mosquitc and are present in its head and proboscis.

7. Susceptibility and immunity.—Everyone frequently exposed to bites of in-

fective mosquitoes. No immunity for persons so exposed. There is no ac-

quired immunity.
. Prevalence.—In the United States limited to Charleston, S. C., to which city

the few cases found in the United States have been traced; common in
Puerto Rico, Virgin Islands, Samoa, and Philippines, as well as tropieal
and subtropical parts of Africa, Asia, Oceania, and South America.

. Methods of conirol;

A. The infected individual, contacts and environment:

1. Recognition of the disease and reporting.

2. Isolation: Not practicable.

3. Quarantine: Not practicable.

4. Immunization: None.

5. Investigation of source of infection most important. Surveys of
incidence and range in endemic foci.

6. Antimosquito measures against Culezr mosquitoes, screening of
houses, better ventilation and lighting, prevention of over-
crowding, protection of local water supplies from mosquitoes.

B. General measures: Education of public and sanitarians concerning spread

and dangers of infection.
- Icterohemorrhagic Jaundice (Weil’s Disease)

. Recognition of the disease.—An acute infection characterized by malaise,

prostration, and gastro-intestinal symptoms at the onset, followed by fever
of varying degree and by jaundice of varying intensity and duration. Se-
vere cases may exhibit bleeding from mucous surfaces and albuminuria.
Identification of the Spirochaeia icterohemorrhagiae in the urine confirms

the diagnosis.

2. Etiological agent.—Spirochaela icterohemorrhagiae found in the urine of human

cases and in rats.

8. Source of infection.—The urine of rats, and articles, particularly food stuffs,

contaminated by rats.

4. Mode of transmission.—By ingestion of foods which have been contaminated

by rat urine or other rat discharges and by contact with moist soil polluted
by rat discharges where temperatures are moderate. Infection is not
transmitted from man to man.

5. Incubation period—Undetermined, but dependent apparently upon the

amount of exposure and the extent of food and soil contamination by rats.

6. Period of communicability.—As long as the urine of an infected person contains

the infecting micro-organism which may continue for many weeks or several
months. The wild rat to the extent of 10 to 40 percent harbors the organ-
ism in the kidney and is a persistent carrier.

7. Susceptibility and immunity.—Susceptibility is general. Immunity, natural or

artificial, is not known to exist.

8. Prevalence.—Among rats, widespread and varying from 10 to 40 percent carrier

incidence. In man, only where insanitary living conditions and rat infesta-
tion occur.

9. Methods of control;

A. The infected individual, contacts, and environment:
1. Recognition of the disease and reporting: Clinical symptoms and
identification of the spirochaete in the urine.
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3 Coont Qimafection: Urine and other discharges of patient.
. Concurren on: Urine and other of patien
. 4. Terminal disinfection: None.

5. Quarantine: None.

6. Immunization: None.

7. Investigation of source of infection: Search for rats harboring the
spi:iochaete and for food stuffs giving evidence of rat contami-
nation.

B. General measures:

1. Suppression of rats by exclusion from food stores and supplies; by
rat-proofing; and by poisoning, trapping, ete.

2. Sanitary disposal of human wastes in civil and military environ-

ment.

8. Cooking of food if rat contamination has not or cannot be excluded.

4. Wearing shoes in regions where rat contamination of moist warm
soil is common.

5. Education in the value of cleanliness in disposal of human wastes
and the storing and keeping of foods, and in the matter of washing
hands before meals.

Impetigo Contagiosa

1. Recognition of the disease.—A pustular dermatitis occurring sporadically and
in small epidemics and characterized by vesicular lesions turning to pustules
and healing under crusts, commonlgogn the face and often on the hands,
sometimes widely scattered over the y. Bacteriological determination of
the infecting micro-organism is of no importance. .

2. Ehotmcﬁl agent.—A variety of eocei, including commonly streptococci and
staphylococei.

3. Source of infection.—Lesions on the skin of an infected person.

4. Mode of transmission.—By direct contaet with the face and hands of an infected
person and indirectly by contact with articles recently soiled by the moist
discharges of the skin lesions. The infection is easily inoculable from place
to place on the patient’s body by scratchi‘;gl.l :

5. Im:ugiznt:lon2 period.—Undetermined, but usually within 5 days and often
wi .

6. Period o{tcommunicability.—While lesions containing pus remain unhealed.

7. Susceptibility and tmmunity.—Susceptibility general, especially among chil-
dren, and favored by neglected nutrition and bodily uncleanliness. Im-
‘munity does not follow an attack of the disease. There is no artificial
immunity.

8. Prevalence—Common among children living in crowded quarters where per-
sonal cleanliness is neglected, esgecially ‘in warm weather. Sporadic and
in epidemic outbreaks in ehildren’s institutions and summer camps.

Methods of control:

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Of importance only to
prevent spread in schools and other groups of children, on
appearance of the characteristic clinical picture.

Isolation: Exclusion from school and contact with other children
or feeble old, or sick persons until pustules are healed.

Concurrent disinfection: Cleanly disposal of dressings and moist
discharges from the patient.

. Terminal disinfection: None.

Quarantine: None.

Immunization: None. ‘

. Investigation of source of infection: Only as a matter of curiosity.

B. General measures:

1. Personal cleanliness, particularly the avoidance of common use of
toilet articles among children.

2. Prompt treatment of the first case in a group of children will abbre-
viate the period of communicability and prevent extension of
lesions to new sites.

©
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Lymphogranuloma Venereum (Inguinale) and Climatic Bubo

1. Recognition of the disease.—Adenopathy, inguinal in male, pelvic in female,
and history of exposure to venereal infection in tropics (climatic bubo) or
in temperate climates. Natural infection limited to human beings, but
experimentally transmissible to monkeys and mice, less readily to other
species. Characterized by small herpetiform lesion of inoculation on external
genitalia or uterine os (rarely in mouth), often transitory, followed by
subacute or chronic adenitis and periadenitis, usually with multiple foci of
suppuration; associated with constitutional symptoms, fever, prostration,
loss of weight, rheumatic affections, and skin reactions. Clinical diagnosis
may be confirmed by Frei antigen intradermal test.

2. Etiological agent.—A specific filterable virus.

3. Source of infection.—Discharges from lesions. .

4. Mode of transmission.—Direct contact by skin and mucous membranes,
almost exclusively in sexual relations with infected persons, or indirectly by
articles soiled with discharges from the lesions of such persons.

8. Incubation period.—One to four weeks. Glandular enlargement follows the
initial lesion in 1 or 2 weeks.

6. Period of communtcability—As long as there are open lesions upon skin or
mucous membranes.

7. Susceptibility and immunity.—Susceptibility appears to be ’%eneral. Immunity
apparéntly does not follow an attack of the disease. There is no artificial
immunity.

8. Prevalence—Has been known for many years as an occasional venereal infec-
tion in the Negro quarters of cities in the United States and more commonly
in tropical possessions. Is still a rare disease in northern cities and amon
whites. Widely prevalent in the tropics and common among inmates an
clients of brothels in tropical seaports.

2. Methods of conirol:

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms.

2. Isolation: Exclusion of infected person from sexual contacts and
from preparation and serving of food during period of com-
municability.

3. Concurrent disinfection: Discharges and articles soiled therewith.

4. Terminal disinfection: None.

5. Quarantine: None.

6. Immunization: None.

7. Investigation of source of infection: Search should be made for
case of origin, particularly among prostitutes and among persons
of Negro race, and of former residence in tropical and subtropical

areas.

B. General measures:
1. Education in matters of sexual hygiene, particularly as to the fact

that continence in both sexes and at all ages is compatible with
health and normal development.

2. Repression of commercial prostitution and associated use of alco-
holic beverages by use of police and other competent authority
and control of living premises.

3. Elimination of the use of common towels, cups, toilet articles, and
eating utensils.

4. Exclusion of persons in the communicable state of the disease from
participation in the preparing and serving of food.

5. Personal prophylaxis should be advised and made available for use
immediately after sexual intercourse to those who expose them-
selves to opportunity to infection.

Pediculosis (Lousiness)

1. Recognition of the condition.—The discovery of the adult louse on some one or
more of the hairy parts of the body or in the clothing, or the nits attached
to hairs or to threads of body clothing. Irritation of the skin and adjacent
adenitis may result from the scratching which the lousiness incites.

2. Infesting agent.—Head louse (Pediculus capitis), body louse (P. vestiments),

and crab louse (P. pubis).
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. Source of infestation.—Usually the hairy parts of an infested person or, in the

case of Pediculus vestiment, the clothing of such a person.

Mode of transmission.—Direct contact with an infested person and indirectly

by contact with clothing and headgear of such persons.
Incubation pertod.—Lice hatch in a week and reach sexual maturity in 2 weeks.
Pertod of communscability.—While live lice remain on the infested person or in
his clothing, and until eggs (nits) in hair and clothing have been destroyed.

Susceptibility and immunity.—Neither term appropriate to such a condition

as lousiness. Al human beings become lousy under suitable conditions of
exposure and lack of personal cleanliness.

Prevalence.—Universal where there is negleet of washing of the person and the
body clothing.

9. Methods of control:

- wN

® Nom

A. The infested individual, contacts, and environment: .
1. Recognition of the state of lousiness by direct inspection of schoo!

children for lice and nits and report to school authorities.

2. Isolation: Exclusion of the infested child from school until live lice
are destroyed, and supervision until nits are removed from the hair
of the head.

. Concurrent disinfection: Such washing of person and treatment of
body clothing and toilet articles as will destroy lice and nits.

. Terminal disinfection: None. )

. Quarantine: None.

. Investigation of source of infestation: Search for unreported and
undetected cases of lousiness among companions, and especially
among members of family and household.

B’felgirgomm.peéu f the heads and, wh ? th
. t on o e heads and, when necessary, o )

body and clothing where lousiness is found in groups of
either children or adults, particularly of children in schools,
institutions, and camp groups. .

2. Provision of facilities, medicinal and hygienic, for freeing the
persons and clothing of infested individuals and groups of
lice and nits.

3. Education in the value of bodily cleanliness by use of hot water and

s?aﬁ) and of washing body clothing in a way to prevent the survival
of lice.

O &

Rat-Bite Fever (Sodoku)

Recogmnition of the disease.—Usually a history of rat bite within 2 weeks or more;

primary edematous lesion; swelling of regional lymph-nodes; short febrile

xysms alternating with afebrile intervals and accompanied by a rash of

road maculo-papules; presence of causative micro-organism in dark field

?reparations of blood of white mice, white rats, and guinea pigs inoculated

Tom patient’s blood, primary lesion, lymph-nodes, or skin macules, or (less
frequently successful) in preparations direct from patient.

. Etiological agent.—Spirochaeta morsus—muris (Spirillum minus).
. Source of infection.—Usually bite of wild rat; rarely cat, weasel, ferret, dog,

or bandicoot.

. Mode of transmission.—During the bite, some of the animal’s blood escapes

from the injured or diseased buccal mucosa into the wound, or the con-
junctival secretion of the rat may contaminate the wound. Blood from an
animal in the laboratory may infect man.

. Incubation period.—Four to twenty-five days.
. Communtcability—Not transmitted from man to man.

Susceptibility and immunity.—No data for man; fatality may reach 10 percent
in untreated cases. :

Prevalence.—Distribution is world-wide. Surveys in Calcutta, Bombay, and
Tokyo have shown 10 percent of wild rats infected. In the United States
less than 100 human cases have been reported up to 1935.

. Methods of control:

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms are
more uniformly definite than laboratory confirmation, but latter
should always be attempted with thoroughness. Prompt cure
by arsphenamines is of diagnostic value.
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Isolation: None.

Concurrent disinfection: None.

Terminal disinfection: None.

Quarantine: None. :

Immunization: None.
7. Investigation of source of infection: Not practicable except as

suggested under General measures.

B. General measures: Rat surveys and rat eradication. Avoidance
of rat bites, especialy by not sleeping on or near earthen floors
or rat-ridden communities and houses.

S oo

Relapsing Fever

1. Recognition of the disease.—Short febrile paroxysms lasting 2 or 3 days alternat-
ing with afebrile periods of 3 or 4 days; general macular eruption; presence
of causative micro-organism in dark field preparations or stained films from
patient’s blood taken at height of a febrile paroxysm, or from blood of while
mice, white rats, or monkeys inoculated with patient’s blood at that time.

2. Etiological agent.—Spirochaeia recurrentis (Borrelia recurrentis) (formerly
known as Spirillum obermetert).

3. Source of infection.—The tick, Ornithodorus turicata, is the one proved source
of human infection in the United States, but O. taiaje is a vector in Panama,
Central and South America, while O. moubata is the vector in tropical Africa.
Lice (Pediculus vestimenti and P. capitis) are the common vectors in Asia
and Europe.

4. Mode of transmission.—By tick bite and louse bite.

5. Incubation g:lriod.——Up to 12 days, the average being 7.

6. Communicability.—On the American Continent, only endemic foci are found
and spread from man to man is not apparent. Epidemics in Europe and
Africa depend upon overcrowding and heavy infestation with lice and ticks.

7. Susceptibility and immunity.—Immunity is only partial. The case fatality
for the European variety is about 4 percent. In India and Africa fatalities
of 30 to 40 percent have been recorded, but no deaths have been reported
for the United States.

8. Prevalence—In the United States, 100 cases have been observed in Texas,
30 in California, and isolated cases in Colorado, Arizona, and New Mexico.

9. Methods of control:

A. The infected individual, contacts, and environment:

1. Recognition of the disease and reporting: Clinical symptoms with
laboratory confirmation; curative action of arsphenamines also
confirmatory.

2. Isolation: None.

3. Concurrent disinfection: None.

4. Terminal disinfection: None.

5. Quarantine: None.

6. Immunization: None.

7. Investigation of source of infection: Important.

B. General measures:

1. Tick and louse eradication.

2. Avoidance of sleeping in the open or in camps in endemic areas,
especially near ‘‘dry caves” in Texas.

Ringworm
(Of scalp, body, feet, and groin)

1. Recognition of the disease.—Inspection of the sca%p and other parts of the
bodg for the characteristics of the local lesion. Identification of the fungus
in the scrapings from the edges of the skin areas involved.

2. Etiological agent.—Trichophyton, or epidermophyton.

8. Source of tnfection.—Lesions on bodies of infected persons or articles of clothing
carrying the fungus or its spores.

4. Mode of transmission.—Direct skin-to-skin contact with lesions of infected
persons and indirectly by "articles of wearing apparel or by surfaces con-
taminated by scurf or scalings or hair from lesions.

5. Incubation pertod.—Undetermined.
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6. Period of communicability.—As long as the fungus or its spores can be found
at the site of the lesions. Transmission is easy in ordi conduct of home
or recreational pursuits, particularly those carried out indoors.

7. Susceptibility a tmmunity.—Susceptibility general. There is relative
immunity to scalp ringworm after 15 years of age.

8. Prevalence—Wide-spread, varying with aggregation of people under conditions
appropriate for spread, as at swimming pools. Foot ringworm more com-
mon in adults, and the body, face, and head form more so among children,
more ially in warm weather.

9. Methods of control:

A. The infected individual, contacts, and environment:

1. Recognition of disease and reporting: All cases recognized on
inspection of school children should be reported to school
authorities. .

2. Isolation: Children and adults with marked cases of the disease
should be excluded from privileges in gymnasium and at swim-
ming pools. Exclusion from school may be desirable in cases of
ringworm of the scalp. There are too many carriers of foot
ringworm to make control of them at all practicable.

8. Concurrent disinfection: Cleanliness of y and underclothing,
especially socks.

4. Terminal disinfection: None.

5. Quarantine: None.

6. Immunization: None.

7. Investigation of source of infection: Among school children medical
inspection should be used to detect unreported cases. In gym-
nasia and buildings devoted to athleties, particularly swim-
ming, search should be made as a routine, to exclude cases from
common facilities.

B. General measures:

1. Cleanliness of body and underclothing.

2. Prompt and persistent treatment of the lesions should be urged.

3. Protection of feet against contamination in showers and dressing
rooms and areas used by people with bare feet.

4. The use of disinfecting solutions may prove useful in connection
with common bathing and dressing rooms.

Scabies (The Itch)

Recognition of the disease—Observation of the characteristic interdigital
burrows of the itch mite, its identification under a hand lens, or of the eggs

L

scraped from the burrows.

. Etiological agent— Acarus scabiet, the itch mite.

. Source of infestation.—Persons harboring the itch mite on their skin in burrows,
particularly between the fingers.

Mode of transmission.—Direct contact with infested persons and indirectly by
use of underclothing, gloves, bedding, etc., of such persons.

Incubation period.—Merely the length of time for the itch mite to burrow under
the skin and lay eggs and start the itching and scratching, all of which may
occur within 24 to 48 hours of original infestation.

. Pertod of communicability.—Until the itch mites and the eggs are destroyed.

. Susceptibility and immunity.—These terms are not appropriate to this condition.

Anai'eone may become infested and immediately reinfested.

8. Prevalence.—Wide-spread and occuring sporadically and in epidemics, especially
where there is a low level of bodily cleanliness and neglect of personal and
clothing hygiene.

9. Methods of control:

A. The infested individual, contacts, and environment:

1. Recognition of the disease and reporting: The condition should be
reported to the school authorities if discovered in school children.

2. Isolation: Children should be excluded from school until disinfested.
Persons should be denied common recreation and bathing facilities
while infested.

3. Concurrent disinfestation: Care of body clothing and bedding until
free from the infestation.

4. Terminal disinfestation: Underclothing and bed covering to be so
treated by dry heat or washing to destroy the mite and the eggs.

5. Quarantine: None. -

TS
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6. Investigation of source of infestation: Search for unreported or
unrecognized cases in companions or house or family mates of the
infested individual.

B. General measures: Cleanliness of body and underclothing and bed cover-
ing especially.
Schistosomiasis

1. Recognition of the disease—During early stage, remittent fever, urticaria,
abdominal pains, chills, anorexia, respiratory symptoms, leucocytosis with
eosinophilia. Later diarrhea and dysentery with tenesmus, enlargement and
tenderness of the liver, fistula, splenomegaly and ascites. Presence of schis-
tosoma ova in stool. Massive larval infestation may cause acute prostration
and high fever.

2. Elitological agent.— Animal parasites of the class Trematoda, genus Schistosoma.
Three species infest man, S. japonicum (Far East, including Philippines),
S. hematobium (Egypt and Africa), S. mansoni (Africa, Central and South
America, and West Indies, including Puerto Rico and the Virgin Islands).
Not indigenous in United States at present.

8. Source of infesiation—Waters containing the intermediary molluscan host,
contaminated by human excrement containing the ova of the parasite.

4. Mode of transmisstion.—Ova hatch in water and enter mollusc, genus Planor-
bis in the West Indies. In the molluse they multiply and develop into larval
forms called “‘cercariae’”’, which, on leaving the molluse, penetrate the skin
of man or certain animals.

5. Incubation period.—Three to five weeks after exposure to infestation. May be
within a few days following massive larval infestation.

6. Period of communicability—As long as the ova are discharged in the stools of
infested persons, and as long as the cercariae are to be found in the water.

7. Susceptibility and smmunity.—All who drink or come in contact with water
containing cercariae. Immunity, none.

8. Prevalence.—Widely prevalent ip the Orient. Varies considerably in different
islands in the Pacific and the West Indies. Fairly prevalent in Puerto Rico.

9. Methods of conirol:

A. The infested individual, contacts, and environment:

1. Recognition of the disease by symptomatology, precipitin and
complement fixation tests, and microscopical examination of the
stools for ova.

. Isolation: None.

Concurrent disinfestation: Sanitary disposal of feces.

Terminal disinfestation: Chemical and other treatment of infested

waters to destroy snails.

Quarantine: None.

. Immunization: None.

. Investigation of source of infestation: In indigenous areas surveys of

population to determine range and degree of infestation. Exam-
ination of local waters for infested snails.

B. General measures:
1. Regulation of disposal of sewage.
2. Conservation of night soil long enough to sterilize ova

through fermentation of medium.
. Cleﬁnlsigg of banks of infested water supplies to remove snail
shelters.
. Application of lime or copper sulphate to kill infested shelters.
Filtration of drinking water from infested sources.
. Treatment of the infested person by tartar emetic or its derivatives.
. Education of the people regarding spread and prevention of infesta-
tion.

Vincent’s Infection (Angina, Stomatitis)

1. Recognition of the disease.—When lesions are on the tonsils or pharynx, there

is uleero-membranous inflammation, the exudate being easily removable,
leaving raw, bleeding surface, glight fever, pain on swallowing, enlarged,
tender cervical lymph nodes. A peculiar redness of the throat is usual.
When there is a Jiﬂ' use gingivitis or stomatitis, the ulceration is less severe,

the membrane usually lacking, and the pain and fever less marked. The
causative micro-organism can be demonstrated under the microscope.

Noo pww
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. Etiological agent.—Bacillus fusiformis (Vincent’s organism.)

Source of infection.—Discharges from the lesions of infected persons, and from

carriers.

Mode of transmission.—Direct contact with infected persons or carriers and

probably by articles freshly soiled by such persons.

. Incubation period.—Variable and undetermined.

. Pertod of communicability.—As long as the infecting organism is found in the

mouth. Not readily communicable.

. Susceptibility and immunity.—Susceptibility not general, although the stoma-
titis may be almost universal under conditions of depressed vitality, neglect
of oral hygiene, and excessive use of tobacco by men. No immunity known
to be acquired.

8. Prevalence.—Low incidence. Rather common among persons of low nutrition
and neglected diseased teeth, more common in children than in adults
under such conditions.

9. Method of conirol:

A. Infected individual, contacts and environment:

1. Recognition of disease and reporting: On clinical manifestations
with or without bacteriological confirmation should be reported
to school authorities when found among school children, and under
conditions of military service should be reported whether as
angina or stomatitis.

Isolation: Exclusion from school or common eating facilities unless

under active treatment.

Concurrent disinfection: All discharges from mouth and nose.

Terminal disinfection: None.

Quarantine: None.

. Immunization: None.

. Investigation of source of infection: Inspection of mouths and
throats of other children or adults associated with the patient,
at home or in school. Carriers are too common to be worth
searching for by culture methods.

B. General measures:

1. Encouragement of oral hygiene; correction of abnormal or diseased
conditions of teeth.

2. Facilities for preventive oral treatment of children.

3. Education in matters of nutrition and hygiene of childhood.

Yaws (Frambesia)

1. Recognition of the disease.—The initial lesion in the form of a granuloma or
papules, is located extragenitally, usually on the legs, and is often engrafted
upon a preexisting wound or ulcer. In from 1 to 3 months, widespread
lesions of the skin develop. The first generalized lesion may be in the form
of a furfuraceous desquamation as though the skin had been dusted with
flour, but soon characteristic raspberry-like lesions appear. Bone and joint
pains are common, and bone lesions are frequently observed. The consti-
tutional symptoms are mild and of little diagnostic value. Among the com-
monest lesions are those of the soles of the feet, giving rise to the condition
known as ‘“‘crab yaws’’ because of the difficulty and manner of locomotion.
The course of the disease is chronic, and relapses are common. The blood
Wassermann reaction and related tests become positive soon after the ap-
pearance of the initial lesion and remain positive for many years unless
affected by treatment.

2. Etiological agent.—Treponema pertenue.

3. Source of infection.—Discharges from skin lesions and mucous membranes.

4. Mode of transmission.—Direct contact with lesions of patient and by biting
and nonbiting flies which convey the discharges of infected persons to others.

5. Incubaﬁ'lon period. Three and one-half weeks (experimental) to three or more
months.

6. Period of communicability.—As long as the lesions are open and there are
moist discharges.

7. Susceptibility and immunity.—Negroes more commonly susceptible than whites;
children and young people more than adults. I&covery from an attack
does not result in immunity to reinfection. It is neither congenital nor

hereditary.
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8. Prevalence.—Very common in the tropics, especially in Africa, Polynesia, the
Philippines, and some parts of the %Iew World. In the West Ix’;:iliea more
Elrevalept in some villages than others. At present not known as indigenous

continental North America. Especially prevalent in some Caribbean
islands (Antigua and other islands of the I‘:eeward group).

9. Methods of control:

A. The infected individual, contacts, and environment:

Recognition of the disease and reporting.

. Isolation not practicable.

Concurrent disinfection: Protection of all sores and lesions in

endemic locality, and disinfection of soiled dressings.

Terminal disinfection: None.

Quarantine of cases entering noninfected area of tropics.

Immunigation: None. .

Investigation of source of infection: In indigenous areas local

surveys of incidence should be made, range of prevalence deter-
mined, and cases in early stages sought for, especially in children.

B. General measures: :

1. Free clinics, laboratory service, and arsenicals for diagnosis
and treatment.
2. Information service for physicians, patients, and public.

Promotion of adequate personal prophylaxis.

Education in schools, clinics, clubs, etc., as to methods of spread,

prevention, and treatment.

Supplementary List C

Diseases of concern to health officers because of their group or epidemic occur-
rence and the practicability of their prevention.
Botulism.
Food infections and poisonings.
Pellagra. '

Nook o

3.
4.

Botulism

1. Recognition of the disease—A disease of intoxication, the symptoms of which
develop suddenly with gastro-intestinal pain and evacuations, prostration,
and a variety of central nervous system paralyses, the first of which is likely
to be an oculo-motor paralysis, all due to the toxin of the icular sapro-
phytic organism. Biological and toxicological tests with laboratory animals
may confirm presence of toxin of B. botulinus in the food.

2. Etiological agent.—The toxin produced by the botulinus bacillus in foods
improperly processed.

8. Soyrce—Food usually taken uncooked from cans or jars not subjected to
adequate heat of sufficient duration or under sufficient pressure during the

processing.

4. Mode of transmission.—Only by eating food containing the botulinus toxin.

8. Incubation period.—This term does not apply. Sym(ftoms appear almost
always within 24 hours after taking the particular food product, the interval
being determined by the amount of the poisoned food taken and its botulinus
toxin content.

6. Communicability—This term does not apply. The disease is not conveyed
from man to man, or among animals or men, except as food containing the
botulinus toxin is consumed by them.

7. Susceptibility and immunity—These terms do not apply. The symptoms
develop according to the amount of toxin ingested in relation to body weight
of the person. There is no immunity, acquired or artificial.

8. Prevalence.—Sporadic cases and groups of cases occur in all countries and
always in relation to some perishable food product which has been so kept or
preserved as to permit the development, under partially anaerobic conditions,
of B. botulinus, to the extent of forming the toxin that causes the symptoms.
In the United éta.tes the disease has in recent years followed most commonly
the use, without further or adequate cooking, of home-canned vegetable and

meat products.
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9. Methods of conirol: '

1. Governmental control by regulation and inspection of commercial proc-
essing of canned and preserved foods.

2. Education of housewives and others concerned with home canning of
foods in the essentials of safe processing, as to time, pressure, and
temperature factors. :

3. Education in value of heating with a small amount of soda, canned green
and leafy vegetables before serving, and the thorough cooking of
sausage and other meats and fish products held for later consumption.

Food Infections and Poisonings

1. Recognition of the disease.—Acute onset, usually with nausea and abdominal
pain or distress, with vomiting and diarrhea, prostration, headache, and
sometimes fever. Examination of vomitus and feces may reveal the
infecting ’cro-organism, or the poisonous substance.

2. Etiological agent.—A variety of organisms, oftenest of the enteriditis or
salmonella, or staphylococcus groups. A variety of organic and inorganic
poisons.

3. Source of infection.—Food recently ingested.

4. Mode of transmission.—In the case of bacterial poisonings, by the transfer
of the particular etiological agent by food handlers to the food ingested.
Hands unwashed after use of toilet, or hands or arms with furuncles, boils,
or other sores are usual means of conveyance of contamination to foods.
Ingestion of foods to which some poisonous substance was accidentally or
intentionally added, or in which a natural but poisonous substance occurs,
is a direct cause of food poisoning.

5. Incubation period.—In the case of baeterial infections may be from 1 to 24
hours after ingestion of food. The symptoms may develop almost immedi-
ately, or several hours after ingestion of nonbacterial poisons in the food.

. Period of communicability.—This term does not apply to these conditions.

7. Susceptibility and tmmunity.—These do not apply.

8. Prev .—Sporadic, but in the main of rather common occurrence, especially
in persons taking meals away from home, and in public eating places.

9. Methods of control:

1. All group outbreaks of infections and poisonings attributed to foods should
be at once reported to the department of health.

2. Specimens of the foods suspected should be secured and used for laboratory
examination. .

3. The vomitus and feces of patients should be collected for bacteriological
and chemical examination.

4. Persons concerned with the preparation and serving of foods should be
brought under observation for medical and bacteriological examination
to determine the possible origin, whether from bowel discharges or
infections of the skin.

5. Epidemiological inquiries should include particular study of water and milk
used by the persons affected. :

Isolation, quarantine, concurrent and terminal disinfection are not applicable
in such cases.
Pellagra

1. Recognition of the disease.—Pellagra is a constitutional or general disease
brought about by lack of protective or preventive substances in the diet, a
deficiency disease, preventable by appropriate additions of pellagra preven-
tive substances to the diet, characterized by symmetrical erythematous
dermatoses on the exposed parts of the head, neck, and extremities, appear-
ing commonly as the spring and summer advance, by gastro-intestinal dis-
orders, and glossitis and stomatitis, and in the advanced stages, by lethargy,
emaciation, and mental confusion and deterioration.

2. Etiology.—The cause is believed to be the lack of one or more protective
accessory food factors in the diet over a prolongoed period of months or
years, still not exactly determined but referred as pellagra-preventive
substanoes.

8. Source.—Diets deficient in pellagra-preventive substance.

4. Transmission.—Term does not apply. Not communicable but occurring in
man and dog from similar dietary deficiencies.
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5. Incubation period.—Term does not apply. The symptoms rarely appear
within 3 months after use of a controlled and artifically deficient dget in
man or dogs. History of deficient diet in human cases is usually one of
months or years.

6. Period of communicability.—Term does not apply.

7. Su:”czzt:zzehty and tmmunity. —Susceptlblhty isgeneral. No immunity.

8. Pr .—Occurrence of the disease is rare and sporadie, outside of sub-
tropical areas where chronic poverty, ignorance in food uses, and unavail-
ability of the pellagra-preventive foods prevail. Individual cases and
institutional groups of cases in temperate and cold climates can be traced
to a particular restriction by choice or necessity in the pellagra-preventive
elements of the diet. In the southern States where diets are often serlously
deficient in this respect, the incidence of the disease varies with the economic
status of individuals and communities.

9. Methods of control:

1. Education in suitable use of pellagra-preventive articles of diet, particu-
la;lykthe leafy green vegetables, fresh milk, and adequate animal protein
mtvake.

2. Provision of dried brewers’ yeast as eontaining specific pellagra-preventive
substance to be distributed by the health or other public authority among
persons economically unable to provide pellagra-preventive substance by
usual table food.

DEATHS DURING WEEK ENDED JULY 20, 1935
[From the Weekly Health Index, issued by the Bureau of the Census, Department of Commerce]

Week ended Carrespond-
July 20,1035 | 1D ek,
1934
Data from 86 large cities of the United States:

Total deaths 7,433 7,
Deathspulooopommﬂon,mmm 0, 4 j0.2
Deaths under 1 year of 486 544
Deaths under 1 yanr umnper 1,000 ctlmatod live births. .o ccceea-. 48 51

Data o Iogustrial Taparance first 2 of year--------- 120 1.9
Palicies in force. 67, 924, 936 67, 664, 105
Number of death claims 11,002 11, 468
Death claims per 1,000 policies force, annual rate. - oo eee e 85 8.8

claims per ,NOpolIcies,ﬁm weeks of year, annual rate. ... 10.3 10.4




PREVALENCE OF DISEASE

No health department, State or local, can effectively prevent or control disease without

knowledge of when, where, and under what conditions cases are occurring

UNITED STATES

CURRENT WEEKLY STATE REPORTS

These reports are preliminary, and the figures are subject to ch: when later returns are received by the
P Statehealghomcersm ) v

Reports for weeks ended July 27, 1935, and July 28, 1934
telegraph by State health officers

Cases of certain communicable diseases reported by
Jor weeks ended July 27, 1935, and July 28, 1934

: Meningococcus
Diphtheria Influenza Meas es me%ngitis
Division and State Week | Week | Week | Week | Week Week | Week
ended | ended | ended | ended | ended ended | ended
July July July July July July July
) ”r > 27' ’ wv
1935 1934 1935 1934 1935 1035 1934
New England States:
Now Hazmphice ! I ]
ew Ham
Vermont. 32 0 0
Massachusetts. ...ccccecmamanae- 6 15 105 3 1
Rhbode Island____ . ccoo_ooo... 3 1 53 0 0
Connecticut 9 68 1 0
Middle Atlantic States:
New York . ___.____.... 8 26 11 11 690 11 1
8 10 1 [ 160 3 0
16 38 242 6 7
7 29 ] 12 243 [] 3
9 12 24 1 20 4 (1]
25 22 6 7 161 6 1
8 3 4 1 318 5 0
‘Wisconsin 3 9 24 5 386 1 2
‘West North Central States:
Min t. 3 1 2 33 1 0
Iowa?, 4 4 ) N [ 15 4 0
Missouri 10 16 13 8 24 0 0
North Dakota 7 46 0 1
South Dakota._ 9 0 0
Nebraska 1 1 13 1 1
Kansas. _ 3 20 2 2 50 3 1
South Atlantic States:
Delaware 2 13 0 0
5 3 1 10 0 0
11 2 b 4 3
16 10 60 ] 0
11 12 16 8 21 2 0
| 13 7 3 12 0 1
South C?rollna ‘.... S l(z) 3 46 38 2 g g
Floﬂg: 4 6 10 3 1 0 0

See footnotes at end of table.
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Cases of certain communicable diseases reported by telegraph by State health
officers
Jor weeks ended July 27, 19385, and July 28, 198. ntinued
Meningoooccus
Diphtheria Influenza Measles Mmeningitis
Division and State Week | Week | Week | Week | Week | Week | Week | Week
ended | ended | ended | ended | ended | ended | ended | ended
Jzn',ly J;s'ly July Jgsl'y Jg]ly Jg'y July | July
iods | 103 | tods | i3 | 1ods | i0ds | iods | 1ata
East South Central States:
Kentucky - 3 6 40 35 1 1
Rt I e
Mississip 1 8 g ‘1)
‘West South entral States:
Arkansas. .. . oooocccecnccanann 2 2 3 1 2 0 0
14 8 13 3 9 6 1 0
Oklahoma __________........... 2 2 16 |oceeo. 5 2 3 0
b O o 35 33 10 26 4 60 2 0
Hotﬁtaln States: . 1 0 5
|V 00171, 7 3 HR (R N (S N RN N (R—" 1 11 1
Idaho. 2 2 0 g
Wyoming 3. oo acacceaccaas 2 1 7 12 0 0
Co LY 10 3 12 60 1 0
New Mexico 2 3 17 0 0
Arizona 2 2 5 0 0
Utah 3 1 5 3 0 0
Pacific States:
Wi n 1 2 60 31 0 1
O n. 11 12 46 15 0 0
California 2. oo oo ceccceaaaene 19 40 20 10 223 85 7 0
Total 354 396 251 155 | 3,333 | 2,445 86 n
First 30 weeks of year. .. .oooo-o--- 16,069 | 19,273 103,261 | 47, 418 |690,871 m,aw' s,ml 1,500
Poliomyelitis Bearlet fever Smallpox Typhoid fever
Division and State Week | Week | Week | Week | Week | Week | Week | Week
ended | ended | ended | ended | ended | ended | ended | ended
July 27,| July 28, July 27,| July 28, July 27, July 28, July 27,| July 28,
1935 1934 1035 1934 1935 1934 1935 1934
New England States:
Maine 0 1 18 11 0 0 0 3
New Hampshire__._ococeoon.-. 0 1 4 1 0 0 1 0
Vermont......... 0 1 4 2 0 0 0 1
Massachusetts. 9 8 b4 67 0 0 3 3
Is - 1 (1] 2 0 0 0 0
ticut. ... 5 0 15 9 1} (1} 2 3
Middle Atlantic States:
New York 2__ 44 9 151 112 0 0 8 19
Nm“'nsg’“’" Sl 3w e O] 9| | &
Rast N Central States:
Ohio. 6 7 65 110 0 0 2 8
Inliana. 2 2 30 14 2 0 15 21
4 7 153 80 0 [1] 2 [}
8 4 65 52 0 0 156 13
1 1 75 42 1 22 1 7
0 1 36 19 1 3 4 1
1 1 28 17 ] 1 2 3
Missouri 0 1 18 7 0 1 25 [ ]
North Dakota. .- occceeoaaana-- 0 0 7 9 0 1 4 1
Seis Dats sl 3| | 4| i b 8 4
- Rt 2 2 18 16 2 1 2 »
h A ic Sta
Sout tlant f_____tf _______________ 0 0 1 0 0 0 0
land 384________ 2 1 14 12 0 0 12 15
District of Columbia. - 6 0 6 2 0 0 6 3
i oo B B 3 8 % B
West V. ——- - 0
N:f:h Caroling ... meeeee 52 1 17 15 1 0 46 a3

See footnotes at end of table.
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Cases of certain communicable diseases reporied by telegraph by State health officers
Jor weeks ended July 27, 1935, and July 28, 1934 ntinued

Poliomyelitis Scarlet fever Smallpox Typhoid fever

Division and State Week | Week | Week | Week | Weck | Week | Week | Week
ended | ended | ended | ended | ended | ended | ended | ended

July 27,{ July 28,] July 27,| July 28,|July 27, July 28,| July 27,| July 28,

1935 1934 1935 1934 1936 1934 1935 1934

8South Atlantic States—Continued.

South Carolina ¢ [ 1 3 4 0 0 25 31
2 1 6 3 0 0 33 69
1 0 [ 3 O, 0 0 5 2
10 10 17 18 0 0 37 39
9 1 10 7 0 0 44 74
4 2 8 7 0 0 31 47
2 0 8 5 0 0 16 26
0 0 2 |ecmcaaee 2 0 29 37
1 0 5 4 0 0 7 34
0 0 11 10 0 0 41 33
1 5 14 20 3 0 31 86
0 2 1 3 1 3 0
0 13 4 1 0 0 0
0 1 19 3 9 0 0 0
[} 1 20 18 0 0 1 9
1 3 4 5 1} 0 14 6
0 1 ) I P, 0 0 0 1
1 1 14 9 0 0 0 2
1} 34 10 17 14 8 3 11
0 1 17 16 3 b 3 []

21 120 93 76 1 0 10 11

208 257 | 1,211 | 1,029 88 44 669 931

1,897 | 3,180 |177,648 |145,411 | 5,221 | 3,686 | 6,965 8, 255

1 New York City only.

1 Rocky Mountain spotted fever, week ended July 27, 1935, 24 cases, as follows: New York, 1; Pennsyl-
Virginia, 5, North Carolina, 3; Montans, 3; Wyoming, 6; Colorado, 1;

vania, 1; Iowa, 2; Maryland, 1;
California, 1.

3 Week ended earlier than Saturday.
4 T'yphus fever, week ended J uly 27, 1935, 29 cases, as follows: Maryland, 1; South Carolina, 1; Georgia,

12, Flonda, 2, Alabama, 9;
 Exclusive of Oklahoma City and Tulsa.

SUMMARY OF MONTHLY REPORTS FROM STATES

The following summary of cases reported monthly by Statw s published weekly and covers only those
States from which raports are tecelvod during the current w

Menin-
£09¢- | Diph- | Influ- Pal- | Polio- f scartet | Sman- | T3
State cus Malariaj Measles mye- phoid
menin- theria | enza lagra litis fever pox fover
git's
6 38 98 897 335 148 10 30 2 94
2 8 15 1 50 1 78 0 16
1 11 36 635 2 47 13 8
96 139 8| 11,258 23| 2709 0 39
9 22 138 106 165 51 1 31 4 38
9 1 93 1 33 70 0
9 2 4 1,209 141 123 13

1 Exclusive of Oklahoma City and Tulsa.
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June 1935 June 1935—Continued June 1985—C ontinued

Dysen
Amﬁm (ameb!c)-.---
Arizona

New York (amebic)_ ..
New York ). 11

as

PLAGUE-INFECTED GROUND SQUIRRELS IN GRANT AND WALLOWA
COUNTIES, OREG., AND BEAVERHEAD COUNTY, MONT.

Of 5 ground squirrels received at the San Francisco laboratory
July 12 and 16, 1935 (3 Citellus columbianus and 2 Citellus oregonus),
4 were proved positive for plague on July 22 and 23, and positive
proof in the other, Citellus oregonus, appeared imminent. One lot
of 7 squirrels taken in the vicinity of Fox Creek, Grant County,
Oreg., was proved positive on July 24, as was also 1 ground squirrel
received on July 19 from Dillon, Beaverhead County, Mont.

1 Exclusive of Oklahoma Clty and Tulsa.
3 Exclusive of New York City.

1870°—385—-108
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WEEKLY REPORTS FROM CITIES

City reports for week ended July 20, 1935

g

Mmm , ﬂAmmm &R8’Y mmﬂw B8R mmmw mmww SRV=2R °gTes ISE °gs°  aRy
1 H .
] :
8
13
]
Mmm © oo O- #mom in ©00 o©g~o owa BBOM TRRAN HOVWOOO OQOOO KOO ONCO oM™
£8d i
MWM © © 0 00 OO0O OO OO0 OOOO OO0 OCOO OO0 C0000O SO00C 000 0000 ooo
o
S
£88
=
m S O 00 O0COo o oo COOO OOD NNO DOOO COOOOO OmOO™ OO0 COOO =X-1-1]
M M - - «
WMM © o o OO MOomO ©O0 o0 OROS O oOmom~ COO™ ONOOOO OMOSO Woe Sooe ome
[=]
] [ 3} [} [ ] [] " [} . + 1} 1} []
) R ! I I !
g m giidledil i i ghiil Jill ddidd P 4
“dmwu 4 A b - P S a8 L= 8 5
gy i Sniieistid Bl eEREE LI B2 g
Pl mmmm Hithe sflibeti T Bend ate siti 4ol
E-1 p=1 sH5e3 g S SEES g = a58,
@ mrmm NV@BMMMBMS Mh mmnm MMNRSMMNMW mwm mmcw%mmmmMMT.mmAcnmwmmmamem& mmmm



1083 August 9, 1935

City reports for week ended July 20, 1935—Continued

|
Influenza - Scar- Ty- | anop-|
Diph- Mea- | Pneun- Small- | Tuber- Deat|
State and city | theria sles |monia| O |"pox eulosis [Phod | g i
©8568 | oo0sl Deaths | Cases |deaths| SToF | cases |deaths| OTeC | D&M | causes
Iowa:
Cedar Rapids.... 0 0 0 0 0
Davenport__.._. 1 0 0 0 0
Des 0 0 0 0 0
Sioux City (] 5 0 0 0
‘Waterloo_ _ 0 1 1 1
M issouri:
Kansas City..... 4 0 1 3 2 0 6 1 78
8t. Joseph_..___. 0 0 0 8 0 0 0 0 0 34
8t. Louis...._.__ b 0 3 2 2 0 10 6 13 17
North Dakota
{\ I, 0 1 2 0 3 0 0 0
Grand Forks_..__ 0 0 0 0 0 L 3] FOS,
inot.... 0 0 0 [1 28 PR 0 1 7
South Dakota
Aberdeen 0 0 0 0 0 ) BN PO,
Nebraska:
Omaha. _ 2 0 1 4 1 [} 7 0 1 55
Lawrence........ (1] - 1 0 0 0] Ofoo....
Topeka (1] 0 0 4 0 0 0 0 1 15
Wichita. 0 0 2 2 1 0 1 4 6 28
0 0 0 0 [} 0 0 0 0 28
3 2 0 0 9 9 0 9 4 33 188
0 0 1 0 0 0 1 0 0 9
0 [} 0 0 0 0 0 1 0 3
as n____. 10 1 (1} 5 4 3 0 8 1 1 142
Lynchburg. ... 0 0 0 0 0 0 0 4 21 13
Richmond....... 0 0 2 3 1 0 7 0 0 65
Roanoke 0 0 1 o 0 (1} 1 1 1 15
1 0 0 0 1 0 1
0 - 0 0 0 3 [1 ) PSR,
1 0 3 1 1 0 0 (] 3 14
1 ol 0 0 0 0 0 3
2 1} 0 0 0 0 0 3 1 (]
(1] (1] 0 3 0 0 1] 0 3 14
0 0 0 0 0 (1} (1} (1} [] 7
Beuth Carolina:
Charl 0 0 0 1 (1} 0 2 1 [ 23
Columbia. 0 [ 0 0 0 0 0 0 0 []
Florence_......-- 0 [ ] 0 0 0 0 0 1 1
Greenville 0 3 2] 18
Atlanta_____.....] 8 0 1 1 0 0 1 2 19 el
Brunswick. 0 0 0 0 0 [ 0 0 (] 3
Savannah........ 0 0 2 [ 0 0 0 2 1 27
Florida.
Miami (] 0 0 1 0 0 1 1 0 28
Tampa. 0 ] [] 0 0 0 1 0 [] 21
Kentucky:
Soninesn o 0 o 0 )
wwington.......] U Joceccc)ecccaaae]l V] aeaeeel VU] YV eacaeeqg Uy V ececcaas
Lexington._...... 0 0 [} 2 0 0 3 0 1 21
Louisville. 1 0 1 3 4 0 3 0 £7S 49
Tennessee:
Knoxville 1 0 3 0 3 0 1 2 0 23
Memphis 0 0 (1] 1 ] 0 [] 3 10 74
Ni 0 2 0 2 1 [] 4 0 5 5
eeaee 1 0 0 2 1 0 4 0 0 61
Mobile_ [] (] 0 0 1 0 1 1 0 20
Montgomery.- ... 0 0 0 0 [} [ ) E—
Fort Smith...... 0 0 1 0 1 ) 3 PO,
Rock. [] 0 ] 3 0 0 [] 1
New Orleans..... 0 1 0 1 [] 0 8 0 0 148
8hreveport. 3 1 0 3 0 0 1 0 2
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City reports for week ended July 20, 1936—Continued
Influenza Scar- Ty- |Whoop
Diph- Mea- | Pneu- 8mall- | Tuber- Deaths,
Btateand city |theria sles” |monia| ot |"pox " |oulosts | e | 108, | ~al
mcmmmmdnmmmduthsm cases | CBU%®
Dallas. 5 0 0 5 3 2 3 0 3 55
Fort Worth..__._| 0 0 0 0 [ [1] 2 3 0 21
- 1 0 0 0 0 0 1 1 0 20
- 4 0 0 8 1 0 11 [ 0 ”
San Antonio_..._, 4 1 0 1 1 0 7 0 4 67
Montana
0 0 0 1 0 0 0 0 0 8
Great Falls______ 0 0 0 (1] 0 0 0 (/] 8 12
elena. 0 0 1 [} 0 0 0 0 0 3
Missoula. 1 0 0 0 0 0 (1} 0 0 4
0:
- 1 1] 0 0 2 0 0 0 0 ]
ColmdoSprinu- 0 0 0 0 4 0 1 [1] 1 8
Denver. .. 7 0 19 2 8 0 [} 0 0 a3
Pueblo____._____. 0 0 3 1 2 0 0 0 0 8
New Mexico: .
Albuquetqne.--- (1 1) IR 0 1 0 0 0 5 1] 0 12
Salt Lake City.-. (118 PR (/] 1] 3 2 0 1 [\] 4 31
Nevada:
0. . 0 (1] 0 0 [1] 0 0 0 [} 1
‘Washington:
Beattle........... [1] 2 42 3 1 0 [ 0 2 93
Spokane.._....._. 0 0 6 1 2 0 1 0 9 25
o'mo'l‘tooma [ (1] 0 0 0 1 1 0 0 29
n:
Portland. 2 1 10 4 3 0 2 0 1 85
Salem_.__ 0 0 0 [} 0 ) N P,
fornin
Los Angeles___._. 11 8 0 32 13 12 1 20 0 9 815
$0. 2 0 12 2 ] 0 1 0 0 27
8San Francisco.... 1] 1 48 4 [] 0 $ 0 17 136
Menlnfoooecus Polio- Menel.:gtgecm Polo-
Btate and city menlngitis | myo- State and city , menlogltls | mye-
Cases | Deaths| cases Cases |Deaths| cases
ware:
0 (1] 1 Wilm ) | D 1 0
M land:
1 1 9]  Baltimore._.__.._.____ 2 2
0 1] 2 Dktnct ol Columhls. 2
-------- z
0 0 1 Vmginia
ynchburg__ 1 0
2 2 15 Richmond 0 0
1 1] 0 Roan [} 0
West Vi
0 0 1 heel 1 0
0 (1] 1 || North Carolina
aleigh______.______ 0 0
2 [} 1 || South Catolina
Char cmeme—— 0 0
1 1 0 |j Tennessee:
3 0 0 Knoxville____.______ 1 0
Alabama:
1 g (l) Montgomery. [} 0
1 0 0 Little Rock.. 0 1
0 1 U, Denver. 1 0
on:
0 0 1 MP 1 0
California:
1 1} 0 0 0 1
0 0 1

Colorado Springs, 1.

Rabies in man.—Memphis,
Typhus fever.—Cases:

itis.—Cases: New York, 2; Pittsburgh,
Pellagra.—Cases: Phlladelphia, 2hAtlanta, 2; Savannah, 2;
pKanmCity, Mo., 1; Charleston, 8. C., 1; S8avannah, 2; Montgomery, Ala., 6.

2; Oleveland, 1; 8t. Louis, 1; Baltimore, 1;
; Birmingham, 1; San Francisco, 1.
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CUBA

Habana—Communicable diseases—/ weeks ended July 6, 1985.—
During the 4 weeks ended July 6, 1935, certain communicable dis-
eases were reported in Habana, Cuba, as follows:

Disease Cases | Deaths " Disease Cases | Deaths
Diphtheria. 1 -|| Secarlet fever- ... oo 1o
Malaria 120 Tuberculosis. _ 29 4
Poliomyelitis. ..o _. 12 [ Typhoid fever. 118 4

1 Includes imported cases.
CZECHOSLOVAKIA
Communicable diseases—May 1935.—During the month of May

1935, certain communicable diseases were reported in Czechoslovakia
as follows:

Disease Cases |Deaths Disease Cases |Deaths
Anthrax 3 Paratyphoid fever. 9
Cerebrospinal meningitia._.__._.._ 21 6 || Poliomyelitis. 4
Chick&mx 168 fover....ooeooeeaaanaan- 4
Diph 1,686 105 || Scarlet fever. .- oo ... 1,776 2
ysentery. 9 3 || Trachoma. 87
uensza. 806 28 || Typhoid fever...oceveecauee--- 218 22
Malaria 209 Typhus fever. . 8

FEDERATED MALAY STATES

Vital statistics—1934.—The following vital statistics for the Fed-
erated Malay States for 1934 are taken from the report of the registrar

general of births and deaths:

Population 1,631,728 | Deaths from—
Births 57,007 Dysentery. 887
Births per 1,000 population_.._..ccceee-- 35.4 Heart disease. 659
Deaths. 84,085 aﬂmnu 41;)
Deaths 1,000 population__ . .o.ccaeaan 21.4 Drosy
)enﬂug;tdclyu?olago .............. 9,376 Malaria__. 761
Deaths under 1 year per 1,000 live births_ 163 Pneumonia. 1,703
Deaths from— Syphilis_. 128
Ankylostomiasis. ... oo coeooaeaaaao 83 Tetanus. 99
Beril 340 Tuberculosis (all forms) - . .o 1,304
Oarerospiual fover B | Ty Bhon fever (iropica s 1T i
.................. us fever (tropical) . -cccoeeeeeaae
farrhea and enteritis. ... .. .oo-.c 1,008 Vzglma 698
Diphtheria 82
ITALY

Vital statistics—1934.—Following are vital statistics for Italy for
1934, as published in the Sanitary Bulletin:

Number of deaths. 563,342 | Deaths per 1,000,000 inhabitants from—

Deaths per 1,000 inhabitants._ . _........... 13.28 Measles._ _- 82

Infant mortality per 1,000 live births...___. 98.7 Searlet fever. ... ococcccecmcmmonaceee 23

Deaths per 1,000,000 inhabitants from— Tuberculosis (all forms) .- -cceccaccee-e 924 .
Diphtheria 67 Tumor, malignant. 807
Malaria 53 Typhold fever 115

(1085)
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YUGOSLAVIA

Communicable diseases—dJune 1935.—During the month of June
1935, certain communicable diseases were reported in Yugoslavia
as follows:

Disease Ceses | Deaths Disease Cases | Deaths
Anthrax 67 10 || Paratyphoid fever.......cacn.-...] 13 1
Cerebrospinal meningitis.._.._.__{ 12 2 || Scarlet fever- ... ccoooeaoaeo__ 223 3
Diphtheria and croup............ 360 32 || Sepsis.. 7 6
Dysentery. - . -ccceeececocoanceas| 33 2 || Tetanus. 62 2
ﬁzslpelu ....................... 133 6 || Typhoid fever. ... cceceeeoa_ 169 13
luenza. 7 Typhus fever. ... .eeeeceaaaoan. 131 11
Measles 769 9

CHOLERA, PLAGUE, SMALLPOX, TYPHUS FEVER, AND YELLOW FEVER

(Notk.—A table giving current information of the world prevalence of quarantinable diseases appeared
in the PuBLic HEALTH REPORTS for July 26, 1935, pp. 967-983. A similar cumulative table will appear in
the PuBLIC HEALTH REPORTS to be issued Aug. 30, 1935, and thereafter, at least for the time being, in the
issue published on the last Friday of each month.)

Cholera

Siam— Kanchanapuri Province.—For the period April 20 to July
9, 1935, 98 cases of cholera have been reported. in the Province of
Kanchanapuri, Siam.

Plague

Brazil—Pernambuco State.—According to a report dated Aug. 5,
1935, there have been 48 known cases of bubonic plague, with 14
deaths, in the towns of Novo Exu and Granito, Pernambuco State,
Braazil.

Hawaii Territory—Island of Hawaii—Hamakua District—Kalopa.—
Three plague-infected rats, 2 on July 19, 1935, and 1 on July 20, 1935,
have been reported at Kalopa, Hamakua District, Island of Hawaii,
Hawaii Territory.

United States.—A report of plague-infected ground squirrels in
Montana and Oregon appears on page 1081 of this issue of Public
Health Reports.

Typhus fever

China—Manchuria—Harbin.—According to unofficial reports there
were at least 400 cases of typhus fever in Harbin, Manchuria,
China, up to June 25, 1935.

Hawavi Territory—Honolulu.—During the week ended July 6,
1935, 1 case of typhus fever was reported at Honolulu, Hawaii
Territory. '



